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[ Abstract] Objective To investigate the relationship between the expression of long coding RNA FOXD2 adjacent
opposite strand RNA 1 (ncRNA FOXD2-AS1) and miR-1913 in non-small cell lung cancer (NSCLC) tissue and survival peri-
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od. Methods A total of 100 NSCLC patients admitted to Binzhou Medical College Yantai Affiliated Hospital Cancer Center
from November 2017 to November 2019 were regarded as the study subjects. Real-time fluorescence quantitative polymerase
chain reaction (QRT-PCR) was applied to determine the expression levels of IncRNA FOXD2-AS1 and miR-1913 in tissues;
Pearson method was applied to analyze the correlation between IncRNA FOXD2-AS1 and miR-1913 expression levels in
NSCLC tissues; Kaplan-Meier method was applied to analyze the relationship between IncRNA FOXD2-AS1, miR-1913 ex-
pression and prognosis in NSCLC tissues; Cox was applied to analyze the influencing factors of prognosis in NSCLC pa-
tients. Results Compared with the adjacent tissues, the expression level of IncRNA FOXD2-AS1 in NSCLC tissues in-
creased and the expression level of miR-1913 decreased (7=11439, 17.709, P <0.001) . Target Scan Human website predicts
that there is a binding site between IncRNA FOXD2-AS1 and miR-1913. The expression level of ncRNA FOXD2-AS1 in
NSCLC was negatively correlated with miR-1913 (= -0.406, P <0.001). Compared with the survival subgroup, the expres-
sion level of IncRNA FOXD2-ASI in the death subgroup increased and the expression level of miR-1913 decreased (7=
6973, 6307, P<0.001). The high expression rate of hcRNA FOXD2-AS1 in NSCLC patients with TNM stage Il + IV, lymph
node metastasis and low differentiation was higher than that in NSCLC patients with TNM stage I + II (x’ =5.962, P=
0.015), no lymph node metastasis (x° =5.104, P=0.024) and moderate/high differentiation(x’ =6.150, P=0.013). The low ex-
pression rate of miR-1913 in NSCLC patients with TNM stage Il + IV, lymph node metastasis and low differentiation was
higher than that in NSCLC patients with TNM stage I + II (x’ =11457, P=0001), no lymph node metastasis (x’ =7.695,
P=0006) and moderate/high differentiation(x’ = 11349, P=0.001). The 3-year survival rate of NSCLC patients with high ex-
pression of IncRNA FOXD2-ASI was lower than that of patients with low expression of IncRNA FOXD2-ASI1 (x° =7.830,
P=0005), and that of patients with high expression of miR-1913 was higher than that of patients with low expression of
miR-1913 (x° =6.125, P=0013). Multivariate Cox analysis showed that high miR-1913 was a protective factor for the progno-
sis of NSCLC patients, the high level of IncRNA FOXD2-AS1, TNM [l + IV stage, lymph node metastasis and low degree
of differentiation are the risk factors for the prognosis of NSCLC patients [ OR (95% CI) = 0.864 (0.774 - 0.964 ), 2.544
(1481 -4370),3.647(1614 -8242),2544(1.481 —4370),2.986( 1361 —6.553) ] .Conclusion The expression level of In-
cRNA FOXD2-ASI increases and the expression level of miR-1913 decreases in NSCLC tissue, both of which are related to
the prognostic survival period of patients.
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# 1 IncRNA FOXD2-ASl .miR-1913 5|74

Tab.1 Primer sequences of IncRNA FOXD2-AS1 and miR-1913

% W tiEIE FiES I

IncRNA 5’ -TGGACCTAGCTGCA- 5’ -AGTTGAAGGTGCACAC-

FOXD2-AS1 GCTCCA-3’ ACTG-3’

miR-1913 5’ -ACCGTCGTCGCCTCC- 5’ -GACTGACATAAATGGG-
CCGTC-3” AGCAG-3’

GAPDH 5’ -TCCGTGGTCCACGA- 5’ -GAAGCATTTGCGGTGG-
GAACT-3” ACGAT-3”

[U[{) 5’ -GCTGGACTCTAGGG- 5’ -GAGCATACCAGGTGGT-
TGCAAG-3’ AGTAG-3’

fit 5 X S I (gRT-PCR) 4 M 8 2 24 21 1 IncRNA
FOXD2-AS1 miR-1913 F L /K -, EE 3 &K, K H
27880 E 4 H 1 2 IncRNA FOXD2-AS1  miR-1913
MIFAXT Rk .
1.3.2 s : LGS & & 12 B A (0 05 U0 T
ZARE AT A 3 AR R TT , BT %k 100% |, BT
WFFRY K, BEVTL 5 NSCLC B SET- o4 &
2022 4F 11 J B AT AR R A . BT R4S R
fif NSCLC 3 A AF fsET- N8, RAEAIE 3 41
Ja THOL o A A4 58 B 53814 42 4],
1.4 SEitegdrik SR SPSS 25. 0 B4 b ¥R A5 .
PR AT R R (% ) R, LA EL R X
B AR A ES TR SORLL x £ 29,2 A [A] L
KM ¢ K555 >R ] Pearson 3 43 7 NSCLC 4 41
IncRNA FOXD2-AS1 5 miR-1913 &3k 7K [ FH 6 5
Kaplan-Meier 3% 73 #f NSCLC £ 2%+ IncRNA FOXD2-
AS1 miR-1913 FEk 5519 £ ; Cox 238 NSCLC £
HIE KR, P<0.05 AZERALI L,
2 8% B
2.1 ARFZHZ IncRNA FOXD2-AS1 5 miR-1913 ik
KF . S S4 S E, NSCLC 4141 IncRNA
FOXD2-ASI #35/K T+ (P <0.01) ,miR-1913 ik
KRR (P <0.01) , LK 2,
R2 JESFUIZI NSCLC 14U IncRNA FOXD2-ASI 15 miR-
1913 FIKACFHE (2 £5)
Tab.2 Comparison of expression levels of IncRNA FOXD2-ASI

and miR-1913 in paracancer tissues and NSCLC tissues

H 4 n IncRNA FOXD2-AS1 miR-1913
JESEL 4 100 1.01 £0.09 1.02 £0.05
NSCLC 414! 100 1.22 £0.16 0.74 £0.15
X[ 11.439 17.709
P& <0.001 <0.001

2.2 A S5RTI 4 H A NSCLC 4 419 IncRNA
FOXD2-AS1 5 miR-1913 ik K F b SAEMFHAL
5L BET 20 B3 NSCLC 4H 41 Fp IncRNA FOXD2-AS1 3

EAKETFFE (P <0.01) , miR-1913 23k K EREAE (P <
0.01),h.3% 3,

3 AEAIFET 4L NSCLC 4141+ IncRNA FOXD2-AS1
5 miR-1913 F£iR/KFEHE (x+5)

Tab.3 Comparison of expression levels of IncRNA FOXD2-AS1
and miR-1913 in NSCLC tissues of patients in survival
group and death group

21 9 11185 IncRNA FOXD2-ASI miR-1913

A 58 1.12£0. 14 0.82+0.14

BT 42 1.35+0.19 0.63 £0.16
t 18 6.973 6.307
P <0.001 <0.001
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IncRNA FOXD2-AS15 miR-1913 [8] 7776 45 4 7 45, WL
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FIRAFEAMK(r = -0.406,P <0.001)

Target: 5' uccgGGCCCUGAAUUGGGGCAGe 3'
I U A I N N

miRNA : 3 accgUCGUCGCCU-CCCCCGUCu 5

B 1 IncRNA FOXD2-ASI 5 miR-1913 [A] %541 4,
Fig.1 Binding site between IncRNA FOXD2-AS1 and miR-1913
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Tab.4 Differences in expression of IncRNA FOXD2-AS1 and miR-1913 in different clinicopathological characteristics of NSCLC

, . IncRNA FOXD2-AS1 ] miR-1913 R ]
oA P dek(a=st) mabnzae) X P CeiGioss) mmpean XM M
5] 5 57 31(57.41) 26(56.52) 0.008  0.929 32(60.38) 25(53.19) 0.525  0.469
% 43 23(42.59) 20(43.48) 21(39.62) 22(46.81)
SRR (%) <55 51 25(46.30) 26(56.52) 1.039  0.308 26(49.06) 25(53.19) 0.170  0.680
=55 49 29(53.70) 20(43.48) 27(50.94) 22(46.81)
MR F/ N (em) <3 53 28(51.85) 25(54.35) 0.062  0.803 27(50.94) 26(55.32) 0.191  0.662
=3 47 26(48.15) 21(45.65) 26(49.06) 21(44.68)
PYUEFW 47 25(46.30) 22(47.83) 0.023  0.879 26(49.06) 21(44.68) 0.191  0.662
598 53 29(53.70) 24(52.17) 27(50.94) 26(55.32)
TNM 43481 [ +1 48 32(59.26) 16(34.78) 5.962  0.015 17(32.08) 31(65.96)  11.457  0.001
m+V 52 22(40.74) 30(65.22) 36(67.92) 16(34.04)
e R 47 31(57.41) 16(34.78) 5.104  0.024 18(33.96) 29(61.70) 7.695  0.006
2 53 23(42.59) 30(65.22) 35(66.04) 18(38.30)
LR /b 46 31(57.41) 15(32.61) 6.150 0.013 16(30.19) 30(63.83)  11.349  0.00I
o1k 54 23(42.59) 31(67.39) 37(69.81) 17(36.17)
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Fig.2 Correlation between expression of IncRNA FOXD2-ASI and
miR-1913 and survival of patients with NSCLC

NSCLC & & A RS 0 I AE &, DL IncRNA FOXD2-
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Tab.5 Cox analysis of prognostic factors in NSCLC patients

A B1H  SE{H Wald {4 P14 OR(95% CI)
IncRNA FOXI-ASI 5 0.934 0.276 11.445 0.001 2.544(1.481 ~4.370)

miR-1913 & -0.146 0.056 6.814 0.009 0.864(0.774 ~0.964)
TNM I + VR 1.294 0.416 9.674 0.002 3.647(1.614 ~8.242)
HRELERTR  0.934 0.276 11.445 0.001 2.544(1.481 ~4.370)
AR B 1.094 0.401 7.442 0.006 2.986(1.361 ~6.553)
3 03 i
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o ITAERK, 36T NSCLC 47T M2 W 1 J7 304 Wi ke
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iy, O HH A, B FE L AE NSCLC A g 0 A Bl A
I AR YT T TR 8] 46 06, 107 UG R 22, BT
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6.459/0.011.,6.394/0.011.5.655/0.017) ; Bfiijj 3 4F,150 {5l HCC H2%4¢ij 11 f4],3 4F S 475K 56.83% (79/139) .
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HZ% SR EE=5 om (56 K EAE TNM 501 I CRIPL BHAE S HCC (B35 FE T B SL A& I P R [ OR (95%
Cl) =2.685(1.031 ~6.999) 2.252(1.143 ~4.439) 4.181(1.735 ~10.076) .3.945(1.653 ~9.419) 3.485 (1.492 ~
8.141) 4.540(1.641 ~12.562) ,P 3 <0.05 ], SIRTS BH¥E Jg g 37 f5: 47 2 [ OR(95% CI) =0.207(0.085 ~0.506) ,
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Expression and clinical significance of SIRT5 and CRIP1 in hepatocellular liver cancer tissues Han Lu” , Ji Aifang,
Wei Zibai, Li Yanqi, Wang Biao. * Department of Laboratory, Heping Hospital Affiliated to Changzhi Medical College, Shanxi
Province, Changzhi 046000 , China
Funding program: Shanxi Provincial Health Commission’s " Four Batches" Science and Technology Innovation Program for
Medical Development (2020TD15)
Corresponding author: Ji Aifang, E-mail. 13383552666@ 163. com
[ Abstract] Objective To investigate the expression and clinical significance of sirtiun 5 (SIRTS) and cysteine rich
protein 1 (CRIP1) in hepatocellular carcinoma (HCC) tissues.Methods A total of 150 HCC patients were selected for Hepa-
tobiliary Surgery in Heping Hospital Affiliated to Changzhi Medical College from January 2018 to May 2020. The expressions
of SIRTS and CRIP1 in HCC tissues and adjacent tissues were detected by immunohistochemistry. The relationship between
the expression of SIRTS and CRIP1 and clinicopathological parameters of HCC patients was analyzed. According to the ex-
pression levels of SIRTS and CRIP1 in HCC tissues, HCC patients were divided into positive/negative SIRTS and CRIP1 ex-
pression groups. Kaplan-Meier method was used to plot the survival curve of HCC patients with positive/negative expres-
sion of SIRT5 and CRIPI. The factors influencing the prognosis of HCC patients were analyzed by Cox regression. Results
Compared with para-cancerous tissues, HCC tissues showed decreased expression of SIRTS positivity and increased ex-

pression of CRIPI positivity (x’ =40991, 42946, all P <0.001). HCC tissues with single tumor, small tumor diameter, moderate
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to high differentiation, no vascular invasion,and TNM stage I to II, had increased SIRT5 positive expression and de-
creased CRIP1 positive expression, all of which were statistically significant ( SIRT5: x’/P = 5.179/0.023 . 6.459/0.011 ,5.899/
0.015.7.402/0.007 ,5.930/0.015 ; CRIP1 : x* /P = 4.275/0.039 ,5.442/0.002 ,6.459/0.011 ,6.394/0.011 ,5.655/0.017 ) ; At 3-year follow-
up, the 3-year overall survival rate of 150 HCC patients was 56.83% (79/139). Kaplan-Meier survival curve analysis showed
that the 3-year overall survival rate was higher in the SIRTS5-positive expression group than that in the SIRTS-negative ex-
pression group, and the 3-year overall survival rate was higher in the CRIP1-positive expression group than that in the
CRIP1-negative expression group (Log-rank x° =7.552, 20.942,P = 0.006, < 0.001). Multifactorial Cox regression analysis
showed that multiple tumor numbers, tumor diameters = S5cm, hypo-differentiation, vascular invasion, TNM stage I, and
CRIP1 positivity were independent risk factors for death in HCC patients, and SIRT5 positivity was an independent protec-
tive factor[ OR (95% CI) =2.685 (1031 —6.999), 2252 (1.143 —4.439), 4.181 (1.735 — 10.076), 3.945 (1,653 —9.419), 3485 (1492 -
8.141), 4540 (1641 —12562), 0207 (0.085 — 0.506)] .Conclusion Low expression of SIRT5 and high expression of CRIP1 in

HCC tissues are associated with tumor number, tumor diameter, degree of differentiation, vascular invasion, TNM stage and
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prognosis.
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Comparison of expression of SIRT5 and CRIP1 in HCC tis-

sues and paracancer tissues

Tab. 1
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X 40.991 42.946
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Tab.2 Difference of SIRT5 and CRIPI expression in different clinical/pathological features of HCC patients
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Fig.1 Kaplan-Meier survival curve of patients with positive/nega-

tive expression of SIRTS and CRIP1 in HCC
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Tab.3 Cox regression analysis of factors influencing the prognosis

of HCC patients

A B SEAH Wald i P1{H OR(95% CI)

MR H 2% 0.988 0.489 4.089 0.043 2.685(1.031 ~ 6.999)
JRE B4% =5 em 0.812 0.346 5.449 0.019 2.252(1.143 ~ 4.439)
Jibgea 531k 1.430 0.449 10.158 0.001 4.181(1.735 ~10.076)
JikE AL 1.373 0.444 9.558 0.002 3.945(1.653 ~ 9.419)
TNM 4RI 1.248 0.433 8.316 0.004 3.485(1.492 ~ 8.141)

SIRT5 FHHE: -1.575 0.457 11.901 0.001 0.207(0.085 ~ 0.506)
CRIP1 BHPE 1.513 0.519 8.487 0.004 4.540(1.641 ~12.562)
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Expression and clinical significance of CUL4B and TRPM2 in pancreatic cancer Ma Zhufang, Pang Linyuan, Chen
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Shaanxi Province, Hanzhong 723000, China
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[ Abstract]  Objective To investigate the expression and clinical significance of CullindB E3 ubiquitin ligase
(CULAB) and human transient receptor potential M2 (TRPM2) in pancreatic cancer. Methods Eighty-six patients with pan-
creatic cancer who were diagnosed and treated in author’ s hospital from March 2019 to March 2020 were selected. Immuno-
histochemistry was used to detect the expression of CULAB and TRPM2 proteins in tissues. Real time fluorescence quantita-
tive PCR was used to detect the expression of CULAB and TRPM2 mRNA in tissues. Spearman rank correlation analysis was
used to analyze the relationship between CULAB and TRPM2 protein expression. Kaplan-Meier curve analysis was used to
analyze the impact of CULAB and TRPM2 expression on patient prognosis. Cox proportional hazards model was used to an-
alyze the prognostic factors of pancreatic cancer.Results The positive rate of CULAB and TRPM2 protein and the relative
expression of mRNA in pancreatic cancer tissues were higher than those in adjacent tissues, and the difference was statisti-
cally significant(x’/z =70245, 60224, 15741, 10976, P <0.001). The expression of CUL4B was positively correlated with TR-
PM2 in pancreatic cancer (r=0.720, P<0001). The positive rates of CUL4B and TRPM2 protein in TNM stage 1 B - 1II,
lymph node metastasis pancreatic cancer were higher than those in stage I — II A, and no lymph node metastasis (x° =
16511, 14.834, 15576, 15007, P<0.001) . The 3-year overall survival rates of the CULAB positive and negative groups were
9.68% (6/62) and 41.67% (10/24), respectively. The 3-year overall survival rates of the TRPM2 positive and negative groups
were 833% (5/60) and 42.31% (11/26), respectively. The 3-year cumulative survival rate of patients in the CULAB positive
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group and TRPM2 positive group was lower than that in the CUL4B negative group and TRPM2 negative group, and the
difference was statistically significant (Log-Rank x° =9.933, 11.102, P =0.002, 0.001). TNM stage, lymph node metastasis,
CULA4B, TRPM2 were independent factors affecting the prognosis of pancreatic cancer[ HR(95% CI) = 1.781(1.199 — 2.646),
1962(1.172 —3285), 2482(1 445 — 4263),1.733(1223 —2457)] .Conclusion The expression of CUL4B and TRPM2 in pancre-

atic cancer are elevated, which are related to the poor clinicopathological characteristics of pancreatic cancer and are prog-

nostic tumor markers of pancreatic cancer.
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Fig.1 Comparison of CUI4B and TRPM2 protein expression in
pancreatic cancer and paracancer tissues ( immunohisto-

chemical staining, x200)
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Tab.1 Comparison of CULAB and TRPM2 protein expression in pancreatic cancer with different clinicopathological features
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Fig.2 Impact of CUIAB and TRPM2 expression on survival and

prognosis of patients with pancreatic cancer
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[# =] Bo F5rFE (BC) ALK IR RNA 5 5 e 56 2 (IncRNA CASC2) f#/s RNA-532-
3p(miR-532-3p) R HHENRG 5 AFNAEFIMICIE, Ak 8 2015 4F 1 H—2018 4 6 A KFITHIE A A REBE
WEAMEHIGR BC ARE 127 4], R HllcdE BC 2120 B 55 1E 0 2121, 98 e 1k PCR YA Al BC 21 2R 5% 1 5 2 20
IncRNA CASC2 .miR-532-3p &3k ; %} BC BEARGEIHATHH 5 FHBETT 0 B 5 FNAEFFETEN . hKES
1EH ZH 2R BC ZH2H IncRNA CASC2 J miR-532-3p ik, BC ZH41h IncRNA CASC2 Fl miR-532-3p FIATEA [al I A
PRERAE TR 9 22 5, AR AR AL BB T 2L RS BRARAE AT BC 221 IncRNA CASC2 2 miR-532-3p £k 225, 44T BC 41
21 IncRNA CASC2 .miR-532-3p 323k BYAH G ; BC 4 IncRNA CASC2 il miR-532-3p 3235 5K 5 4E N AE 1R %
;52 BC BE ARG 5 AE AN E ;IncRNA CASC2 \miR-532-3p Xf BC & ARJE S AENAEFAMIIME., 4R
BC 2141 IncRNA CASC2 &1k /K AR T4 52 1F % 4127, miR-532-3p 2535 K & F 9 5% 1 % 41 40 (1/P = 38. 239/ <
0.001,49.406/ <0.001) ; 8 EHAE =2 cm TNM 4357 107 i@ (R 4316 bk B2 45 4% B8 5 L ) IncRNA CASC2 IR Rik 4
TR IR, i miR-532-3p Ik 3 ik 40K T 5 #3541 (IncRNA CASC2:y°/P =17. 361/ <0. 001 ,17. 052/ < 0. 001 ,
14.694/ <0.001 .13. 173/ <0.001 ;miR-532-3p;5*/P = 10. 733/0. 001 .9. 813/0. 002 .10. 134/0. 001 .7. 444/0. 006) ;127
] BC BEARJEHEYS S 48, 2L A7 99 0 (A 4720 ) ,FE1= 28 B (FET=4) , Mo B2 =2 om [TNM 331 I3 | fioed 1k 701k itk
ELZE 56 H B B miR-532-3p kK FAET 41 T AF 41, 1 IncRNA CASC2 Kk KV AET- 4R FAE 74 (X (¢)/
P=5.211/0.022 27.149/ < 0. 001 ,27. 990/ < 0. 001 .4. 590/0. 032 19. 155/ < 0. 001 ,10. 818/ < 0. 001 ] ; BC 41 4!
IncRNA CASC2 5 miR-532-3p FikZMAE(r/P = -0.561/ <0.001) ;IncRNA CASC2 [k BC ¥ ARG 5 FEN
SRRy 89.23% (58/65) , 15 T IncRNA CASC2 {35544 66. 13% (41/62) (x*/P =9.854/0.002) ; miR-532-3p &3
TR BC BB ARJG 5 ENBEEZN 65.57% (40/61) & T miR-532-3p K Fik2H 89.39% (59/66) (/P =10. 466/
0.001) ; R A2 =2 om TNM 23351 M g IR 504k A Ik L 45%4 88 (IncRNA CASC2 k315 \miR-532-3p & R H 2
I BC ARG 5 ENAAEH I B R Z [ HR(95% CI) =2.255(1.192 ~4.263) 2. 143(1.252 ~3.666) .3. 089
(1.386 ~6.887) 2.219(1.223 ~4.026) 2.606(1.174 ~5.788) .2.855(1.592 ~5.120) ] ;IncRNA CASC2 .miR-532-3p
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CASC2 .miR-532-3p 4% [ Bph FiI A AUC(Z/P =2.246/0.025 2.033/0.042) , £5i1& BC 4141 IncRNA CASC2 3235
T8, miR-532-3p ik B, BARJE 5 4ENFET- /Y BC BUEBAAIE B AR TE W3, 38 301K 56 R BLARRAEAH OC , %t
T BC EARSG 5 HENEFERNMER S
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Correlation between the expression of IncRNA CASC2, miR-532-3p in breast cancer tissues and the survival of pa-
tients within 5 years after surgery Bu Deyong, Zhao Lian, Zhou Yingqiang, Liu Liang, Wang Shuai. Department of Gen-
eral Surgery, the Fifih People’s Hospital of Datong City/First Clinical Medical College of Shanxi Datong University, Shanxi
Province, Datong 037006, China
Funding program . Shanxi Provincial Health Commission Research Project (2021134)
Corresponding author: Zhou Yingqiang, E-mail: zyq_229@ 163. com

[ Abstract] Objective To explore the correlation between the expression of long non-coding RNA cancer suscepti-
bility candidate 2 (IncRNA CASC2), microRNA-532-3p (miR-532-3p) in breast cancer (BC) tissue and the survival of patients
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within 5 years after surgery. Methods A total of 127 BC patients admitted to Department of General Surgery, the Fifth Peo-
ple's Hospital of Datong City from January 2015 to June 2018 were selected, BC tissues and para-cancer normal tissues were
collected during the operation, and the expressions of ncRNA CASC2 and miR-532-3p in BC tissues and para-cancer normal
tissues were detected by fluorescence quantitative PCR; the BC patients were followed up for 5 years after surgery, the sur-
vival and death of the patients within 5 years were recorded. The expressions of ncRNA CASC2 and miR-532-3p in para-
cancer normal tissues and BC tissues, the expression differences of ncRNA CASC2 and miR-532-3p in BC tissues in differ-
ent clinicopathological characteristics, the clinicopathological characteristics and the expressions of IncRNA CASC2 and
miR-532-3p in BC tissues of survival group and death group were compared. Analyze the correlation between the expression
of ncRNA CASC2 and miR-532-3p in BC tissue, the relationship between the expression of IncRNA CASC2 and miR-532-3p
in BC tissue and postoperative 5-year survival, the factors affecting postoperative 5-year survival of BC patients, and the
predictive value of ncRNA CASC2 and miR-532-3p for postoperative 5-year survival of BC patients. Results The expres-
sion level of IncRNA CASC2 in BC tissues was significantly lower than that in para-cancer normal tissues, and the expres-
sion level of miR-532-3p in BC tissues was significantly higher than that in para-cancer normal tissues (z/P =38239/ <0.001,
49406/ <0.001). The proportion of patients with tumor diameter = 2 cm, TNM stage Ill, low differentiation of tumors and
lymph node metastasis in IncRNA CASC2 low expression group were higher than in the high expression group, while the
miR-532-3p low expression group was lower than that in the high expression group (IncRNA CASC2:x’/P=17361/ <0001,
17.052/ <0.001, 14694/ <0.001, 13.173/ < 0.001,miR-532-3p : x°/P = 10.733/0.001, 9.813/0.002, 10.134/0.001, 7.444/0.006). 127 BC
patients were followed up for 5 years after surgery, without loss of follow-up, 99 cases survived (survival group), 28 cases
died (death group). The proportion of patients with tumor diameter = 2 cm, TNM stage Ill, low differentiation of tumors,
lymph node metastasis and miR-532-3p expression level in the death group were higher than in the survival group, while the
IncRNA CASC2 expression level in the death group was lower than in the survival group [ X° (¢)/P = 5.211/0.022,
27.149/ <0.001, 27.990/ < 0.001, 4.590/0.032, 19.155/ < 0.001, 10.818/ < 0.001 ]. LncRNA CASC2 was negatively correlated with
miR-532-3p expression in BC tissues (#/P= —0.561/ <0.001). The 5-year overall survival rate of BC patients after surgery in
the IncRNA CASC2 high expression group was 8923% (58/65) higher than that in the ncRNA CASC2 low expression group
66.13% (41/62) (X’ /P=9.854/0002); the 5-year overall survival rate of BC patients after surgery in the miR-532-3p high ex-
pression group was 65.57% (40/61) lower than that in the miR-532-3p low expression group 89.39% (59/66) (x’/P = 10466/
0.001). Tumor diameter = 2 cm, TNM stage Il, low differentiation of tumors, lymph node metastasis, IncRNA CASC2 low
expression, and miR-532-3p high expression were all independent risk factors affecting the survival of BC patients within 5
years after surgery[ HR(95% CI) =2255(1.192 — 4.263), 2.143 (1.252 - 3.666), 3.089 (1.386 — 6.887), 2.219 (1.223 - 4.026), 2.606
(1174 - 5788), 2.855 (1.592 —5.120)]. The area under curve (AUC) of IncRNA CASC2, miR-532-3p, their combined in predic-
ting postoperative 5-year survival of BC patients was 0.840, 0.852 and 0.908, respectively, AUC predicted by the combination
of the two methods was higher than that predicted by IncRNA CASC2 and miR-532-3p separately (Z/P = 2.246/0.025,
2.033/0.042). Conclusion The expression of ncRNA CASC2 is down-regulated and the expression of miR-532-3p is up-reg-
ulated in BC tissues, and the changes in BC patients who died within 5 years after surgery are more significant than those
who survived. The expressions of both are correlated with clinicopathological characteristics, and are of high value in pre-
dicting the survival of BC patients within 5 years after surgery.

[ Key words] Breast cancer; Long non-coding RNA cancer susceptibility candidate 2; MicroRNA-532-3p; Survival

within 5 years after surgery; Correlation
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Tab.1 IncRNA CASC2, miR-532-3p primer sequences

e B L¥519 IRiElk

IncRNA CASC2 5’ -GCTGATCAGAGCACA- 5’ -ATAAAGGTGGCCACA-
TTGGA-3’ ACTGC-3’

miR-532-3p 5’ -GAATATTCCTCCCACA- 5’ -TATGGTTTTGACGACT-
CCCA-3’ GTGTGAT-3’

GAPDH 5’ -TACAGGACAGTCAGT- 5’ -ACATCTAGCTTAGGA-
GGTGGTA-3” ATGTGGC-3’

u6 57 -GCTTCGGCAGCACAT- 5’ -CGCTTCACGAATTTGC-
ATACTAAAAT-3’ GTGTCAT-3’
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miR-532-3p FIKAYAHEHE ; Cox [HIIH43#7 BC HEH A
& 5 RN AR R 2R Z R TAERHIE (ROC)
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Tab.2 Comparison of IncRNA CASC2 and miR-532-3p expres-
sion between normal tissue adjacent to cancer and BC tis-

sue

H A % IncRNA CASC2 miR-532-3p
P05 IE R 127 1.00 +0. 05 1.00 +0.07
BC 2141 127 0.59 0. 11 3.17 £0.49
¢ 38.239 49.406
P14 <0.001 <0.001

2.2 BC #41 IncRNA CASC2 Fl miR-532-3p Fik1E
AN AR BRARIE TP ) 22 5 a5l L BC 414
IncRNA CASC2 \miR-532-3p k7K FH41E (0. 59
3 AT) ARG FHE B 835 734 IncRNA CASC2 53Kk
ZH(=0.59)65 il FALFIXL ( <0.59)62 fi] miR-
532-3p B AL ( =3.17)61 FIFMEFRILLL( <3.17)
66 fi, 455 % M ,BC 4141 IncRNA CASC2 .miR-532-
3p BIKKFHER RELL HFHRILLE(P >
0.05) ; i@ B A2 =2 em TNM 4311 T 399 | e 10
FEAR AL R L 25 % R824 L] IncRNA CASC2 Ik 3R ik
Him T R IR, M miR-532-3p ARFR IR LT Rk
(P <0.01), 033,

2.3 AR RBET A I AR BRARRAE & BC 22



. 404 - FEMERT I35

2024 4E4 H%523 #4554 ] Chin J Diffic and Compl Cas, April 2024, Vol. 23 ,No. 4

IncRNA CASC2 \miR-532-3p #ik2= R A 127 4l BC
ARGV 5 4F, 217 99 il ( iﬁéﬂ) HET 28 il
(BET-4H) . 2 20 BC IS R BA L oL
B i’JjT:%JrMﬁX(PW.OS) ,HEFJE..?E% =2 cm,
TNM 43391 1035 | Jib g 43 AL 2 B2 G Ak L bk L 45 5 A% 3
Lo K miR-532-3p 33K KA T 41 FAE AR 4, i
IncRNA CASC2 FA/KFRET-HAL T A fF4 (P <

%3 BC %I IncRNA CASC2 il miR-532-3p FE3A 7K F-7EA [ Ilfe 95 BRARAE 2 2 h 2% 5 L dse

0.01), .34,

2.4 BC ZH#{ IncRNA CASC2.miR-532-3p £ ik #H
FME T A TargetScanHuman [/ 32 T 0 28 52 w] 41,
IncRNA CASC2 5 miR-532-3p Z[alA 12 D HANEE
1 &, IncRNA CASC2 7 GE#0 7] /F A T miR-532-3p %
ik, 1, BC 241 IncRNA CASC2 5 miR-532-3p
FEEMAHF(r=-0.561,P <0.001),

[1(% )]

Tab.3 Comparison of differences in IncRNA CASC2 and miR-532-3p expression levels in BC tissues among patients with different clinical

and pathological characteristics

IncRNA CASC2 miR-532-3p

I R 9 AR AIE BI%C mEek IRk X H P g mAAA RS X H P{H
(n=65) (n=62) (n=61) (n=66)

UL =52 % 63 30(46.15)  33(53.23) 0.635 0.426 32(52.46) 31(46.97) 0.382 0.536
<52 % 64  35(53.85) 29(46.77) 29(47.54)  35(53.03)

iz B 69  34(52.31) 35(56.45) 0.220 0.639 37(60.66)  32(48.48) 1.893 0.169
& 58 31(47.69) 27(43.55) 24(39.34)  34(51.52)

Ji R A =2 cm 62 20(30.77) 42(67.74)  17.361 <0.001 39(63.93) 23(34.85)  10.733 0.001
<2 em 65  45(69.23) 20(32.26) 22(36.07) 43(65.15)

TNM 4331 I ~1 84  54(83.08) 30(48.39)  17.052 <0.001 32(52.46) 52(78.79) 9.813 0.002
m 43 11(16.92)  32(51.61) 29(47.54)  14(21.21)

fEE AL FRRE B4k 88 55(84.62) 33(53.23)  14.694 <0.001 34(55.74) 54(81.82)  10.134 0.001
K41k 39 10(15.38)  29(46.77) 27(44.26) 12(18.18)

L A 59 20(30.77) 39(62.90)  13.173 <0.001 36(59.02) 23(34.85) 7.444 0.006
7 68  45(69.23) 23(37.10) 25(40.98)  43(65.15)

o Luminal A %I 37 17(26.15)  20(32.26) 0.573 0.449 19(31.15)  18(27.27) 0.231 0.631
Luminal B %! 35 18(27.69)  17(27.42) 16(26.23)  19(28.79)
HER2 i+ 3ik% 25 14(21.54)  11(17.74) 11(18.03)  14(21.21)
FEI AR 30 16(24.62)  14(22.58) 15(24.59)  15(22.73)

x4 AT AN RBEIARIE K BC 41419 IncRNA CASC2 .miR-532-3p Fik b
Tab.4 Comparison of clinical pathological characteristics and IncRNA CASC2 and miR-532-3p expression in BC tissues between survival

and death groups

I PR S BRI %k HAEH (n=99) BT 2H (n=28) X/t PA{H

AERS [ (% ) ] =52 % 63 47(47.47) 16(57.14) 0.816 0.366
<52 % 64 52(52.53) 12(42.86)

42 [ (% ) ] 2 69 54(54.55) 15(53.57) 0.008 0.927
& 58 45(45.45) 13(46.43)

JiggE EARL (% ) ] =2 cm 62 43(43.43) 19(67.86) 5.211 0.022
<2 cm 65 56(56.57) 9(32.14)

TNM 431 6 (% ) | I~ 84 77(77.78) 7(25.00) 27.149 <0.001
JIIB) 43 22(22.22) 21(75.00)

M AR (% )] RSk 88 80(80.81) 8(28.57) 27.990 <0.001
K51k 39 19(19.19) 20(71.43)

WEEEHERL (% ) ] & 59 41(41.41) 18(64.29) 4.590 0.032
% 68 58(58.59) 10(35.71)

TR (% ) ] Luminal A 37 29(29.29) 8(28.57) 0.006 0.941
Luminal B #! 35 29(29.29) 6(21.43)
HER2 i ik 25 18(18.18) 7(25.00)
LR 30 23(23.23) 7(25.00)

IncRNA CASC2(x +5) 127 0.65 £0.13 0.38 £0.04 10.818 <0.001

miR-532-3p (& +5) 127 2.71 £0.41 4.80+0.77 19.155 <0.001
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IncRNA CASC2 5" AAGGAGATGAGGTTGTGGGAGA 3'

miR-532-3p 3' ACGUUCGGAACCCACACCCUCC &'

B 1 IncRNA CASC2 ¥ [r] miR-532-3p B4 {5 B2 00T
Fig.1 Bioinformatics analysis of IncRNA CASC2 targeting miR-
532-3p

2.5 BC #1417 IncRNA CASC2.miR-532-3p £k 5
BERIG S ENEFMIKEFR  IncRNA CASC2 7 K&k
4 BC BEARG S AFENBAEAERE N 89.23% (58/65),
275 T IncRNA CASC2 fIR3RiK41 66. 13% (41/62)
(x* =9.854,P =0.002) ; miR-532-3p & k4] BC #
BHARJG 5 RN EEFR R 65.57% (40/61) , W ELT
miR-532-3p Ik % ik 41 i 89. 39% (59/66) (x° =
10.466,P =0.001) ,

2.6 M BCHEHEARG S FNAEFNEZHEEK Cox [l
H438T LA BC BUE ARG 5 4F AL A AR 2 (A -
JERC07 L) DL EiREE R A P <0.05 T H A H
AT 2 ER Cox BT, 45 R BN R HAE =
2 cm [ TNM 43 3 T 39, Jof 96 AR 50 46 L A bk 0 25 5 6
IncRNA CASC2 {33k . miR-532-3p & F ik ¥ &M
BC ARG 5 WA ST e % (P <0.05),
WS,

RS W BCERERE S AFNAEFRZHE Cox [MIIA50H7
Tab.5 Multivariate Cox regression analysis on the survival of BC

patients within 5 years after surgery

LA s B SEH Wald{i P HR{H  95%CI

M B2 =2 em 0.813 0.325 6.258  0.012 2.255 1.192 ~4.263
TNM AT 0.762 0.274 7.734  0.005 2.143 1.252 ~3.666
BiiRa L FRBEAIG 1. 128 0.409 7.606  0.006 3.089 1.386 ~6.887
R 0.797 0.304 6.873  0.009 2.219 1.223 ~4.026
IncRNA CASC2 fi£.0.958 0.407 5.540 0.019 2.606 1.174 ~5.788
miR-532-3p & 1.049 0.298 12.391 <0.001 2.855 1.592 ~5.120

2.7 IncRNA CASC2 miR-532-3p Fiiill] BC % ARJ5 S
NN 2] IncRNA CASC2 . miR-532-3p
O BC A ARJE 5 AEN B AEANE ROC i<k, IFit
B AUC, 25 5875 : IncRNA CASC2 \miR-532-3p & — 3%
PG BC B# AR5 5 FNA AR AUC 4351 R
0.840.0.852.0.908, — F WA Fl i) AUC KT & A
BRI ( Z/P =2.246/0.025 2.033/0.042) , 1,36,
K2,
3 3 i

BC & —Ffrias BE S oM e, Lo BRI A 2 B PR

# 6 IncRNA CASC2,miR-532-3p Fiil] BC % ARJ5 5 FNE

FHIHE AT
Tab.6 Analysis of the value of IncRNA CASC2 and miR-532-3p
in predicting the survival of BC patients within 5 years af-

ter surgery

R AR §2§
0.840 0.765 ~0.899 0.789 0.779 0.568
0.852 0.776 ~0.907 0.761 0.782 0.543
0.908 0.844 ~0.952 0.926 0.710 0.637

wE  AUC 95% CI

IncRNA CASC2  0.54
miR-532-3p 3.89
—ERR

£ I 7

Uk pE

-------- IncRNA CASC2
- miR-532-3p
— “HEBE

0.2

1 1
0 02 04 06 0.8 L0
15 2

B2 IncRNA CASC2 miR-532-3p Fitill BC [# AR5 5 4F A A
E1 ROC 2%
Fig.2 ROC curves of IncRNA CASC2 and miR-532-3p predicting

survival within 5 years after surgery in patients with BC

Nt B4R, BC AR FI B Ti2W JA
IT AP BRI B3, 06 A0 R A BT RIS . BC R 2410
Y 2 TR L i, E 45 Ao IR | 3 Jo R G 33 A e, s o 440 G
HBTT DA SEBUAS ] 14 2 A, 3 3 AH B A AR o et o e
FIATF R 24, 50 20 5 i 13 17 b B8 R s
PR, SR T BC i J R 5 A P A 2 o6 L

V2 miRNA fil IncRNA G825 2L WM e 1 &
AREE R, nTREAE BC R IHI2 I J6 7 FTiS T
TTBRAERT 00 LA IneRINA. J2— ol i 700 35 [H] 34 4
B F, RS F 5, (H L RNA 97 28305 AS [ 7K S
PFERZRE , 5 A28 JU R 1 iF JR RN TS A
Ko HBAT IncRNA 1 55 223K AT R 55 988 4 i ok 3 A=
FIBC 15 A B A &, B A WF 58 % W, IncRNA
CASC2 7£ BC ZHZURI 20 d rp 22 35 1 2 R AIK, it 3Rk
REMIRI BC 40 3% S AT . Zhang 251 758,
IncRNA CASC2 £ BC 444N & v i35 T~ 0, Hisg
s A1 U)LY R IO N  RE L (A B TS R R R = 1]
BEADE] BC 4 ff 14 5E A GG B, 55 BC A RASE T,
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IncRNA CASC2 i e ¥4 21 i Igg He it p53 R 3Rk,
T BEL DT 55 2L B 2 L7 DY 1) 2 o 2 2 b i o A ot
T EARBESE L BC 41 IncRNA CASC2 ik
IRV AR T 55 1E 41405 H IncRNA CASC2 = 3%
k4l BC BEH ARG 5 AN B AR IncRNA CASC2
&b 4l s 5 Orak %5 FI Zhang %5 ffF 75 45 B —
', KW IncRNA CASC2 AT fig 5 BC # % 4 I T
Jaf %, Him ik $im B W5 A AP dg . ml AR
J& IncRNA CASC2 15 PEAIR 2 530 BC 21 Jf 15 58 Al 76
fiE paas , S8 BC 1k ELL,

miRNA 38 = 0 il 45 fff RNA BHIE 6085 F i 3L
Fik e mpREEEENY . AR
B, miR-532-3p 7£ BC 1335 B 3% 1, J& ¥k RNA
(circRNA) 103809 11y EL 4 AR , HK P LR BR % cir-
cRNA 103809 155 1y 5t I gd s8R, 2 1 75 BC 3 Jig
KAEAME A, Peng %1% Hi73H, = A BC 4141
miR-532-5p 7K Tt 5 , miR-532-5p A Fi = B ¥4 BC
R bR i A TS RN R . ASBFSE & BE, BC 4141
miR-532-3p Rk & T 55 IE R 4141, H miR-532-
3p mFRikdl BC BE ARG 5 N BAAEHE miR-532-
3p KRB AR 5 Liu 55 Fl Peng 55 #8125 K —
FHPP, R miR-5323p #lE S 5 BC Y K L AT
Jo, Hom kR B UG AR AP 2% . T RE DR A 2
miR-532-3p F ik & e dE BC 4 B A Y2241,
HEME BC A=K

AWFGE % B, BC 4141 IncRNA CASC2 5 miR-
532-3p Rk EMA G, Z35 Rk 5 Mg B AR TNM 43
1R Ay AL R B MR B 4 e B A O, R IncRNA
CASC2 Fl miR-532-3p WJ fig 47 76 4 ] P45 ¢ &R, 5% ]
BC H I AR FEARAE . I — 098 & B, 6141 BC
HAH IncRNA CASC2 35 ik 7K F %5 A= 47 41115, miR-
532-3p Rk KPR AFA &, =2 IncRNA CASC2 FI
miR-532-3p &k 5 BC ARG 5 ENEFXRE
Y1, 152 BC E G o Cox [H1IH 4347 Al ROC i £k
KIL, MIRE EA% =2 cm [ TNM 433 T HA | ifseg I 431k
HE S5 IncRNA CASC2 {3235 \miR-5323p &
FIRBIEF M BC BE ARG 5 4F WA AE 1k ST s R
2% ;IncRNA CASC2 il miR-532-3p —H 4% BC %
ARG S AENAAFHA R m TR $RIGR L2 &
JOEHE BC B iR 2, X F IncRNA CASC2
Fl miR-532-3p Fik 58 19 BC B3, G IR 1457 K
FIRTT AT 00, A] ZE K SR 3 A A

25 FFTR, BC 41419 IncRNA CASC2 ik T,
miR-532-3p ik LM, ARG 5 A NIET ) BC ¥

BTG B AT W X BC BE ARG 5 FEN

BB EES o (AP ARERST IncRNA CASC2

FLpE) PEAEE miR-532-3p AU EARBLE] , T — 204 3 i FE il

2 LI I AL

F 35 o 52« P A A3 PR W0 2 o

EE k=

M AR BT 7 58, SERE T i B, 18 SRS s A ik i

TR, AT I B 5 R 5% S T A B, GRS AR

R IR BT % 58 L B0 AT A0 18 SO X

&% 3k
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miR-200c B¢-& MORC2 5 0 7F DY 5 90 95 15
NG PEAR W IlE R E

BAE H e MR, RS, T8

FEETWH . WALAREROR) TR BIUH (2020HBA212)
VEFF AL : 4300600  FRIUK A RS Be 1A 7R (b 2830 BotBd TR ) BREERE (25
WEEHE . 254, E-mail ;378401405@ qq. com

[# ZE] HM BHEM/MERZTR-200c(miR-200c) B4 MORC ik CW RIEHS R H 2 (MORC2 ) A il 77 5 5
IR I RS VEAG TP I RIME . ik #ERE2017 4F 1 A—2019 47 12 A B2 A R E Be il = BH2 IR 1Y U1 4L &
103 44 (G HaE L ) Je BN L BB SR 60 4] (X R4 ) Sh IR X 4, ok S B 9 g it PCR A& Il miR-200¢ J¢
MORC2 F&ik -4 Hr Ho 5 1 PR BE R R 19 5¢ 2R 32108 TAERHIE (ROC) 2 /04T miR-200c B4 MORC2 iU b SL45 2
UG A R IWRHE ; Z2 K Logistic [8] 543477 IR 895 [ # SET- 19 /& [ B K ; Kaplan-Meier 743 #7 miR-200c FI MORC2
KEEAEAPINXFR, ER ISR MR 21 miR-200c MORC2 ik & T 52 4L VRN HRAL(F =1 926. 617 ,
1 832.415,P ¥ <0.001) o {04k A EHENE K i K AE =5 em B IR SRS A AR & T ~ IV 30 01 598
# miR-200c MORC2 &3k & F - 20k JUBHERE K R AR <5 em TGRSR T bR X 1 ~ T &
F(1=14.067 .12. 451 12. 871 . 11. 523 . 16. 298 . 18. 351, 11. 745 . 10. 893 . 10. 462 9. 893 . 14. 617 .13.269, P ¥J <
0.001) ;miR-200c . MORC2 % — 14 Tl B S50 B 2 2 4E TS R LY AUC 4351 0.786 0. 792 0. 901 , — B4
T4 AR TUMNALAE (Z =8.239 .8.025,P 1 <0.001) ; miR-200c=0.78 MORC2=0.65 fif/rk A7 EM:RE K e i
KE=5 em AMELEHR A mAFF FIGO 4+ I ~ IV H R 0y SR T s SR R [ OR(95% CI) =5.323
(1.812 ~8.834) 4.802(1.141 ~8.463) 2.065(1.068 ~3.062) 2.252(1.145 ~3.359) 2.140(1.216 ~3.064) 2.012
(1.005 ~3.019) 2.522(1.625 ~3.419) 2.186(1.134 ~3.238) ] ; B HLHEE4 1 miR-200c=0.78 . MORC2=0. 65 B §i
3 BB P S A A7 ) I A 2 (miR-200¢ <0. 78 3, MORC2 <0. 65) ( Log-Rank y* = 16.371,P <0.05) . 4t
B0 S5 13 miR-200c J% MORC2 ik 585 Fh 85 , 26 0 SURA 1S B IUR VA rh AT T B O (8, 7 4 006 25 el e i 12
R T B SR TS AN B AR E SR R

[X8iA]  OPHIE; UIMEREZIR 200 ;s MORC K% CW BIEEE R 2; I IR E ; TS

[FEHZES] R737.31 [ XER#RiZAE] A

Clinical value of miR-200c combined with MORC?2 detection in the evaluation of the condition and prognosis of
ovarian cancer  Hong Jia", Huang Jinling, Yang Qiongqiong, Wang Jing, Li Jing. * Department of Obsteirics and
Gynecology, Renmin Hospital of Wuhan University, Hubei Province ,Wuhan 430060, China
Funding program . Hubei Provincial Department of Science and Technology Supporting Project(2020HBA212)
Corresponding author: Li Jing, E-mail: 378401405@ ¢q. com

[ Abstract] Objective To study the clinical value of micrornas 200c (miR-200c) combined with MORC family CW
type zinc finger protein 2 (MORC2) detection in the assessment of ovarian cancer disease and prognosis. Methods A total
of 103 patients with ovarian cancer (ovarian cancer group) and 60 patients with benign ovarian diseases (control group) di-
agnosed and treated in the Obstetrics and Gynecology Department of Renmin Hospital of Wuhan University from January
2017 to December 2019 were selected as the study objects. Real-time fluorescence quantitative PCR was used to detect the
expression of miR-200c and MORC2 and analyze their relationship with clinicopathological factors. Receiver Operating char-
acteristic (ROC) curve analysis of the efficacy of miR-200c combined with MORC2 in predicting 2-year poor prognosis of
ovarian cancer. Multivariate Logistic regression analysis of risk factors of death in ovarian cancer patients. Kaplan-Meier
method was used to analyze the relationship between miR-200c and MORC2 expression and survival. Results The expres-

sions of miR-200c and MORC2 in tumor tissues of ovarian cancer group were higher than those in adjacent tissues and
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control group (F=1926617,1 832415, P<0.001). The expressions of miR-200c and MORC2 were higher in patients with low
differentiation, malignant ascites, maximum tumor diameter =5 c¢m, lymph node metastasis, distant metastasis, and stage Il
to IV ovarian cancer than those with medium-high differentiation, no malignant ascites, and maximum tumor diameter <5 cm,
no lymph node metastasis, no distant metastasis and stage [ to II patients (z=14.067, 12451, 12.871, 11.523, 16298, 18 351,
11.745, 10.893, 10.462, 9.893, 14.617, 13.269,P < 0.001). The AUC of miR-200c, MORC2 and their combination in predicting
2-year poor prognosis of ovarian cancer patients was 0.786, 0.792 and 0901, respectively, and the combined efficacy of miR-
200C was superior to that of miR-200C and MORC2 alone (Z =8239, 8.025, P <0.001). miR-200c =0.78, MORC2 =0.65, poorly
differentiated, malignant ascites, maximum tumor diameter =5 cm, lymph node metastasis, distant metastasis, and FIGO stage
I to IV were independent risk factors for ovarian cancer death [ OR(95% CI) =5.323 (1.812 — 8.834), 4.802 (1.141 — 8.463),
2.065 (1068 —3.062),2252 (1.145 —3.359), 2.140 (1216 —3.064),2.012 (1.005 —3.019),2.522 (1.625 —3419),2.186 (1.134 —3238)].
The median survival time of ovarian cancer patients with miR-200c =0.78 and MORC2 =0.65 was significantly lower than
that of other patients (miR-200c <0.78 or MORC2 <0.65) (Log-Rank x° =16.371, P <0.05). Conclusion The expression of
miR-200c and MORC2 is significantly increased in patients with ovarian cancer, which has important clinical value in the as-

sessment of ovarian cancer disease and prognosis. The combined detection of miR-200C and MORC2 can significantly im-

prove the sensitivity and specificity in predicting the poor prognosis of ovarian cancer.

[ Key words] Ovarian cancer; Micro RNA-200c; MORC family CW type znc finger protein 2; Clinical value; Prognosis

G SIS (14 A L] 5 R0 R R M st AE IR A O,
Horp PRI IR i oy BRI, B 5T IR 2
PR3k e b 5 D g A 17 S U % DO AR G, 78 B9 53088
o 175 M T VA o R R A e B v T AR e ) B4y
11, miR-200c AJ 3 i 22 AN 5 3 1 U o o
AMLIT RS A2 S b B IA) e b , 7 0 S0 55 22 ol
figa 3k 190 . MORC R CW BIEEHE & 11 2
(MORC family CW-type zinc finger 2, MORC2 ) A
RIS DR, BA PR A A | e B e e i
SRSEIIRE , FUNR I 5 22 Mol IR FUS AN R AR RS
= BT miR-200c A1 MORC2 75 1 SLI# 55 175 K 751
Je VAL R B R A (B3 JEAR G SE o AP B 7EIR 1T
miR-200c 4 MORC2 H /6 50 S5 KLU A
Rl R A, FRE TN
1 #BREFE
1.1 IR R 382017 421 H—2019 4 12 AR
DO N R BEBE I FH2 IR B9 P 849 8 103 45 54 B
S e , 73 LATR I 01 55 R R 8 60 {31 (445 BRI
e OPHLAAE) M N BRAL, 2 ALAF IR X R AE AR
RIRIES) AT AR WE PR L g I S Sz HPV g
T R ZE S RS B (P >0.05), W1,
AT 5T 28 B2 B S o A8 B 2 51 4 o Rt vk ( WHU-
1045) , F85 sl AR R B 28 38 A [ 1
1.2 BPEURZN BIEREARE (1) I ASRIE : QLN
P LA AL QUIWISTh , BEAETC P S50
RATHSGRTT (AR R T TR A7) ; @ &4
5 CT MR sl 75 i 2 W [ B g = Bk 22 (F1GO) 43
1, i PR BE TR A 3 (D B8 K BB G & A 5T, Bl VT A

ik o (2) HEBRBRIE : O I HoAl BB 0P 5%
oI55 Q) B IR 250 .

R0k ML OR SR AL R I PR YR LA
Tab.1 Comparison of clinical data between control group and

ovarian cancer group

B4 R

5 H (hoo0)  (neloy At P
IS (x x5, %) 57.19+7.25 57.34+6.81 0.132 0.895
RIS (x £5,48)  93.81£5.37  93.65+5.52  0.159 0.874
RETM (v +s,m?)  2.12£0.39  2.1420.42  0.301 0.764
BRI 0 [ (% ) ] 12(20.0) 21(20.4) 0.004 0.953
EES (%) ] 15(25.0) 27(26.2) 0.029 0.864
HPV /R Bi(% )]  40(66.7) 69(67.0) 0.002 0.966

1.3 WFEbR5 ik

1.3.1 miR-200c &% MORC2 &5k #6 ; B &35 2H 5
SR SIS (RE B IR 414 >3 em) |, X HE A AR
FHONETER AL, WA T RS L IR A, ] - ifg
22 R3] TRIzol 3157 & (45 R0016 ) $2HLE RNA
SR SCHT 3 96 22 B PCR B8 miR-200¢ & MORC2
3k, KR &4 BeyoFast™ SYBR Green qPCR Mix
(WA B3 =R, 45 D7260) , K45 o 25
[ ABI /A 5] 7900HT Fast SZHF 56565 & PCR £%:. 5
Y% %1 : miR200c [ % 5’ -GGATAATACTGCCGGGT-
3’ R 57 -GTGCGTGTCGTGGAGTC-3" ; MORC2 [
5’ -GGAGGTTCCTTCTCCCAAAGTC-3* | F ¥ 5 -CA-
GAAACTGCGACACTCCGCTT-3 " ; U6 I i 5’ -GCT-
TCGGCA GCACATATACTAAAAT-3’, F % 5°-CGCT-
TCACGAATTTGCGTGTCAT-3 > ; GAPDH | i 5°-
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TGATGGGTGTGAACCACGAG-3’, | % 5’ -CCCTTC-
CACGATGCCAAAGT-3’ , PCR ¥ #41K & 25 pl; K i
SR 94 C THAE M 5 min 95°C T 15 5,60°C 1B k40 s
61°C FEfY 1 40 s, Heit 38 NI, fef5 —4%8 72°C
i 8 min, miR-200c ¥ # U6 N N =, MORC2 4 $
GAPDH /N 2, 43 5l i+ & miR-200c , MORC2 #f %

Rikh,
1.3.2 By DR SURA R H B 3 S H DT 1k, BT

[ %8 2023 4F 10 J], BT N A4 52 R e K 2 g b
B (CALS3) & Gt B U ARG (A A7 SETD) , Horp
Bifiis 2 AEES th AR T M 5 kR M T RORE (A
PERARERH B T B BHIE R ) S5 SR TG A R .
1.4 Geitsdrik R Sigmaplot 12. 0 GEiHHAH1748
T FFEIESAATTRRER x 5 2R,
2 ZH (AN LU R ¢ A5, 2220 (R 35850 e AR F A
R 2550 (A IR] LAk ] LSD-0 K 55 ) 5 THER0E R
SBRER (% ) R, FOBSR T X Ko 065 SR 2183 T
YEFRHIE(ROC) 1%k 43 #1 miR-200c \MORC2 {3 jil] 5P 5
I 2 AE UG AN RAUE, IF H DeLong L3477 L #; SR 1A
R M ZIHNE Logistic 711537 B 595 8 # IE T 1Y fa [
K ; Kaplan-Meier 7% /3 #1 miR-200c \MORC2 F ik 5
AR R R, P <0.05 hERAGIHE XL,

2 & B

2.1 241 miR-200c il MORC2 ik HhAs  Op Sl
SR TR 21 21 miR-200c \ MORC2 2 3k & T 55 41 21
FIXFHRZH (P < 0. 01) , B 5596 20 9 5% 21 40 5 %) B4
miR-200c MORC2 K ik i) 22 R L4 it & L (P >
0.05), .32,

3P AR AR LR 2 P bR 24120 miR-200c MORC2 3k LA
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R2 0BRGN ELAE A4 2 miR-200¢ Fl MORC2 ik
A (xxs)

Tab.2 Comparison of miR-200c and MORC2 expression in patho-
logical tissues between control group and ovarian
cancer group

H A 1%k miR-200¢ MORC2
Xt AR AL 60 0.34 £0.05 0.32£0.04
Ji U 103 0.35+0.04 0.31 £0.04
g 46 27 103 0.78 £0.07 0.65 +0.05

FAE 1 926.617 1 832.415
P{H <0.001 <0.001

2.2 DPELYE S miR-200c \MORC2 235 78 A [A] lifs IR
o LR 2 S e OB 2 R R ZH 2 miR-200c
MORC2 3% 35 15 b A% 20 Ak A BRI K | Iih e e R
=5 em AR LGRS AT IS AL 52 AR I FIGO 43 0]
I~ IV 33 R8T - Ak G PR IR K iR e K
& <5 em AR JCIE AR K FIGO 1 ~ 11
WEFH(P<0.01) L33,

2.3 miR-200c \MORC2 il B $ 48 (8 % 2 4EH5 A
RAHE £ miR-200c \MORC2 Fi 51 5o (87 2 45
U A K ACRE R ROC i 2k, JF 31 55 il 201 1 A
(AUC) , 45 2R 78 : miR-200c MORC2 J #7152 il
bR R 2 AR BUS A R AUC 23510 0. 786
0.792.0.901, —FBE4 LT miR-200c MORC2 Hifh 7
MLAE(Z =8.239 .8.025,P # <0.001) , L% 4,

2.4 PIEIREBEITIER A E Logistic [MIH4 4 LU
GRS R LT O N R R ((E: 2N 17 B
“07), Lh EbgE R P <0.05 T H oy H AT 2

(x£s)

Tab.3 Comparison of miR-200c and MORC2 expression in tumor tissues of ovarian cancer patients with different clinicopathological factors

W H %R miR-200¢ {8 P14 MORC2 ¢t P i

A =60 ¥ 46 0.77 +0.08 0.129 0.897 0.66 +0.07 0.155 0.877
<60 % 57 0.79 +0.08 0.64 +0.06

S BT R 89 0.76 £0.07 0.137 0.892 0.64 £0.07 0.108 0.914
HoAts 14 0.79 £0.09 0.66 +0.08

Jir g oy AL AR o1k 40 0.89 £0.08 14.067 <0.001 0.77 £0.06 11.745 <0.001
H-E Ak 63 0.71 £0.05 0.59 £0.04

MR K I 79 0.69 £0.06 12.451 <0.001 0.58 £0.04 10. 893 <0.001
H 24 0.86 £0.09 0.73 £0.06

i g6 fpe K A% <5 em 62 0.67 +0.05 12.871 <0.001 0.59 +0.04 10. 462 <0.001
=5 cm 41 0.85 £0.08 0.73 £0.07

W% ¥ 54 0.62 +0.07 11.523 <0.001 0.57 £0.05 9.893 <0.001
H 49 0.86 +0.09 0.75 £0.08

AL X 78 0.58 +0.05 16.298 <0.001 0.53 +0.06 14.617 <0.001
H 25 0.86 £0.09 0.79 £0.07

FIGO 4311 I~ 1 47 0.56 £0.06 18.351 <0.001 0.51 £0.04 13.269 <0.001
M~ Vit 56 0.89 £0.08 0.79 +0.08
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&4 miR-200c, MORC2 Tl 5 528 & # 2 4F Bl A R 2% g
Vil
Tab.4 Analysis of the efficacy of miR-200c and MORC2 in predic-

ting 2-year poor prognosis in patients with ovarian cancer

Wy R

AR | AUC 95% CI o

eI
miR-200c  0.84 0.786 0.612 ~0.960 0.795 0.804 0.599
MORC2 0.71 0.792 0.581 ~1.003 0.787 0.791 0.578
—FHL 0.901 0.695~1.107 0.895 0.886 0.781

& Logistic [8] 7 43 #7, 45 5 & /K : miR-200c = 0. 78,
MORC2=0. 65 ik 534k . A W I K i 9 B KAz =
5 em ARG AR FIGO 41T ~ IV 1)
SEUPEUE R E LT IS R R R (P <0.01), I
%5,

RS NEUERE LT ERAZ R Logistic [MIH 047
Tab. 5

Multivariate Logistic regression analysis of death risk in

patients with ovarian cancer

L B SEY Wald{i P{§i OR{Hi 95%CI
miR-200¢=0.78 1.672 0.315 16.799 <0.001 5.323 1.812 ~8.834
MORC2=0.65 1.569 0.246 13.037 <0.001 4.802 1.141 ~8.463
1k 0.725 0.068 12.452 <0.001 2.065 1.068 ~3.062
MR K 0.812 0.063 11.043 <0.001 2.252 1.145 ~3.359
JRE A AR =5em 0. 761 0.059 10.189 <0.001 2.140 1.216 ~3.064
HiKELEHRE  0.699 0.054 13.318 <0.001 2.012 1.005 ~3.019
A 0.925 0.085 12.619 <0.001 2.522 1.625 ~3.419
FIGOM ~ IVH#§ 0.782 0.062 11.024 <0.001 2.186 1.134 ~3.238

2.5 miR-200c \MORC2 ik 5 5y $ 98 AE A7 W () 56 &
Bl E195 40 miR-200¢ =0.78 H MORC2=0. 65 fi¥ 3%
Hipi AR (27. 4 +5.8) A KT miR-200c < 0. 78 1§
MORC2 < 0. 65 iy fiz A= 771 (34.8 +6.5) J] (Log-
Rank y* =16.371,P <0.05) , W& 1,
33
PSS 0 AR AL 5 A A R S B R Rk
A, Hrh miRNA FE OP S5 K A | R e B e U v 4y i
B, BRI S VR 4R 8 T G5 7
7 K I S BE R B 45 L BFSE % B miRNA 5% 57 5
B, S T E R S A A OG, nT A
kB BLIRE R I S T VA AR R4, Kl miRNA AR f,
AT kg B SR IG RS YT 4R % WA SR . miR-200c H
A VR IR A M RS 1R 28 L A A B % b Bz T I A
LAETIRE , S5 R & R AL B 790 AH G , miR-200¢
FIRTHE RS AR LA ER R Z Y . Kang 25 HF
FER I ZH L miR-200¢-3p Sy 45 B 9 T DA 1Y)
PR, miR-200c-3p ik 5 B AfE M R MAHIC, Guo
2 RS 2 B miR-200¢ il R PTEN ik fe ikl

L. OF
~miR-200c =0. 78 HMORC2=0. 65

0.8 =, —rmi R-200c<0. 78BEMORC2<0. 65
- i —+miR-200c =0. 78 AMORC2=0. 65~ Kl 7
3‘1\; 0. 6 —+miR-200c<0. 78HMORC2<0. 65~ K155
& +
&yl
=
v 0.4
Bk

0.2r

by
OF
1 1 L

010 20 30 40 50 60
AE D)
1 GPEE B miR-200c MORC2 Kk 5P IR KR
Fig. 1  Relationship between miR-200c and MORC2 expression

and survival in patients with ovarian cancer

SR FURR 98 40 Hg 14 58 1T RS A2 28, Ankasha 250
K I miR-200c-3p @50 ] DLCT (1) 3 <3 B3 XM &
FETE = PO IR I0 S0 i R h AR R . AR
O S R miR-200c 35 i 2 5 T 55 4 SURTN
WA, i — 25 0 52 % B miR-200c¢ 23k 5 v 7 fb 72
JEE CBHERE K R d KA M LSS R R G b RS K
FIGO 4¥4H5¢, H miR-200c =0. 78 A 5 41 5% £ 3 4¢
TR ST A5 B I &, #2878 miR-200c 55 B 898 %% i L
il 17 B T A G o

5% & 38 MORC2 7E4u o [ 85 ¥ \ DNA i i& &
N 35 AL R R SR 45 v 4 BOCHE AR €8, E 2 AT
P geg oA AG I 21 MORC2 63K 554, g Sk iy v
T’fﬁ@iﬁﬁﬁﬁ)ﬁ“s'w o Saroha %Lmﬁﬁﬁﬁfm MORC2 iH
it B-catenin {55 38 fi {2 1 FL R 987 40 i 3 50 M
Guddeti 25" % 3 MORC2 il MAX 45 BT IR A 1t (1)
Fik FUBME AN ARG S AT RS . Liao %51 BIF5T & B
MORC2 =533k 1 = B LA 98 18 5 % i B Ak 7 B
BT B, TS A R AR &Y. 456 B W ANEnE i
ST HEI MORC2 7E 5P 8196 vh HA {2/,
TG RBSZN R 2R . A5 50 898 B 5% MORC2
Tk B E S TR U S MR R, ik — B 5T & B
MORC2 &3k 55 s /AL RE R HERE K s 5 K AR
WELEE R b8 K FIGO Zp ARG, H MORC2 =
0.65 bl g f & 6 T B Bl 37 & B IR &, $EOR
MORC2 K355 5P SL9m05 18 S 15 AH G

H 117 B S35 1 S T PPl 15 bn B 48 I A i
SRR 53 0 (B A A RURR B e S AT i 2
o] o A AR AR e 5, R 5 O SR T A R ) AR G
G ST 5 B T R E e T B K I R R
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SR ARBESE Y, miR-200¢ B4 MORC2 T i 5
HUR 2 U A RAUREE RSB K AUC 275 T 5
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(# ZE] BR UHCECEERR T IR E 5 (PRMTS) 4 A 8 8 Mot P S s 1 77) 2B ( CDKN2B) 765
TR RIE R IRE Lo ik IR 2019 4F 3 H—2020 4F 3 J pg ot K I 2 Bt B B S0k I e 10 7 RS IR B B
FRH 88 il R Bk A v A I B A 5% 4 4 PRMTS . CDKN2B %35 ; >k i Spearman A 543 #r PRMTS 5
CDKN2BZ Ik AHICHE 5 L 388K [ PR A9 41T 87 3009 9 4 20 PRMTS | CDKN2B 3% 3k [f) 25 5 ; Kaplan-Meier [l 42 3T-fif;
PRMTS ,CDKN2B 3K 35Xt B 20U 8 34 JC i R A A7 TG s 5 22 (KT 22 Cox (8105 347 5 300008 18 3 T JR A A7 10U )52 Tl
HZE, &R WAL PRMTS & H FATE# 70.45% (62/88) , i TH5E4H41 6. 82% (6/88) (* =75.155,P <0.001) ,
BSR4 CDKN2B PR 22.73% (20/88) K T 554141 79.55% (71/88) (x* =75.336,P <0.001) . ‘& i
PRMT5 5 CDKN2B 2% (r= -0.734,P <0.001) , FIGO I B2 ~ Il A 1] A ik EL 45 56 8 2 #ides 2 21 vh PRMTS APk
EET FIGOT A ~ T Bl . EWk 455834 , 1 CDKN2B FHM:Z MIREAE (/P = 6. 359/0. 012 4. 606/0. 032 5. 205/
0.023.3.893/0.048) , PRMTS [t:4H 3 4F BRI TCik fELE 73R 74. 19% (46/62) KT PRMTS [f#:4H 92.31% (24/26)
(Log-Rank y* =4.386,P =0.017) , CDKN2B {20 3 4F BTk B 4 ££ % 75. 00% (51/68) ik T- CDKN2B [ 141
95.00% (19/20) (Log-Rank y* =4.423 ,P=0.012) , FIGO 4343 [ B2 ~ 1 A ¥ & FF#k 45 PRMTS fH % .CDKN2B
ISP 2 5 M S S 2 T SR A AR TS B IS G IR [ OR (95% CT) =1.407(1.159 ~1.696) ,1. 464 (1. 201 ~
1.784),1.614(1.189 ~2.192) ,1.595(1.191 ~2.136) ], %t ‘EHFURLAHALH PRMTS Fik T, CDKN2B KA1,
P 55 0 B AN RGBT ¢, RPN B B0 TS I bR 54

[X8iR] FHUE; B OOREIR T IR BT 5 ; 240 MR 80 2 AR M B 170 2B U5 ; MR bR

(FES£S] R737.33 [ k#RIRAE] A

The expression and clinical significance of PRMT5 and CDKN2B in cervical cancer tissue Hu Xiaohan™ , Zhou
Qiang, Sun Wu, Chen Jing, Shen Han, Li Qiang. * Department of Laboratory, Nanjing University School of Medicine Affiliated
Gulou Hospital, Jiangsu Province, Nanjing 210008, China
Funding program; Jiangsu Medical Research Project (.S2020066)
Corresponding author: Shen Han, E-mail: shenhan196608@ 126. com

[ Abstract] Objective To investigate the expression and clinical significance of protein arginine methyltransferase 5
(PRMT5) and cyclin dependent kinase inhibitor 2B (CDKN2B) in cervical cancer.Methods The clinical data of 88 cervical
cancer patients who treated in the Department of Obstetrics and Gynecology, Gulou Hospital Affiliated to Nanjing Universi-
ty School of Medicine from March 2019 to March 2020 were collected. Immunohistochemical method was used to detect the
expression of PRMTS and CDKN2B in cervical cancer and adjacent tissues. The correlation between PRMTS and CDKN2B
expression was analyzed using Spearman correlation analysis. The differences of PRMTS, CDKN2B in cervical cancer tissues
with different clinical characteristics were compared. Kaplan-Meier curve was used to evaluate the impact of PRMTS5 and
CDKN2B expression on the progression free survival prognosis of cervical cancer patients. Multivariate Cox regression anal-
ysis was used to analyze factors influencing the progression free survival prognosis of cervical cancer patients. Results
The positive rate of PRMTS protein in cancer tissue was 7045% (62/88), which was higher than 6.82% (6/88) in adjacent tis-
sues (X’ =75.155, P = <0.001). The positive rate of CDKN2B in cervical cancer tissue was 22.73% (20/88), lower than
79.55% (71/88) in adjacent tissues (x° =75336, P<0001). There was a significant negative correlation between PRMTS5 and
CDKN2B in cervical cancer (r= —0.734, P <0.001). The positive rates of PRMT5 and CDKN2B in cervical cancer tissues
with different FIGO stages and lymph node metastasis were statistically significant (P <0.05). The cumulative 3-year progres-
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sion free survival rates of the PRMTS positive and negative groups were 74.19% (46/62) and 92.31% (24/26), respectively,

the cumulative 3-year progression free survival rate of the PRMTS positive group was lower than that of the PRMT5 nega-

tive group (Log Rank x° =4386, P=0017). The 3-year progression free survival rates of the CDKN2B negative and positive

groups were 75.00% (51/68) and 95.00% (19/20), respectively, the cumulative 3-year progression free survival rate of the CD-

KN2B negative group was lower than that of the CDKN2B positive group, and the difference was statistically significant
(Log Rank x* =4423, P=0012). FIGO staging [ B2to II A, combined with lymph node metastasis, positive PRMT5, and
negative CDKN2B were independent risk factors affecting the progression free prognosis of cervical cancer patients [ OR
(95% CI) = 1407 (1.159 — 1.696), 1464 (1201 —1.784), 1.614 (1.189 —2.192), 1.595 (1.191 —2.136)]. Conclusion The increased

expression of PRMTS and the decreased expression of CDKN2B in cervical cancer tissue are related to the adverse clinical

pathological characteristics of cervical cancer patients, and are biomarkers for evaluating the prognosis of cervical cancer.
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[# ZE] HH HEihniEKAEIESFS RNA(LncRNA) FAF (8] o 2 B0 6 7 55 4 (ITIH4) 7618 .0 )
Pl (CHF) [ P 23R 3 U BIUS BN (B, ik 26485 2020 4F 1 §—2022 4F 1 A ZHERRAE R
B BE 22 NEHBGA 1) CHF 35 187 5l CHF 41, B4R HE NYHA (0 U)Re5r4 530 14l 65 4, W 2341 77 4, IV 4%
WEAH 45 i, FEIR S AR R 103 B fREX R4, 2 45205 B 7 LncRNA FAF ik F1 ITIH4 7K,
CHF &35 HBe/ bvs 12 A~ A, Geit By e 22 R0 i 48 F 44 ( MACE ) & E 36 2R &K Logistic 01343 H15% i CHF
HB R MACE BB 2 5 5210 TAERHE (ROC) £ 4341 LncRNA FAF (ITIH4 F0l CHF f3%5 & 2E MACE [l . 4
R CHF 4H1j% LncRNA FAF ik ITIH4 /KSR T {8 B XF B 41 (¢/P = 24. 469/ < 0. 001 ,35. 196/ < 0. 001 ) , IfiL i
LncRNA FAF 3k ITTH4 7K IV HAE 4 AR F I HW4HARF 1T 41 (F/P =91. 653/ <0.001,102. 345/ < 0. 001 ) ,
MACE W4 3% LncRNA FAF 335 ITIH4 7K AR T-3E MACE W40 (¢/P =13. 556/ <0.001 ,6. 293/ <0.001), NYHA
V4% 257K NT-proBNP J& CHF 3% % £ MACE &l I Z [ OR(95% CI) =4.627(2.245 ~9.538) 2.284(1.505 ~
3.468) |, 751k LncRNA FAF &5 7K 5 ITIH4 J2 {547 2 [ OR(95% CI) =0.599 (0. 425 ~0.844) .0. 666 (0. 478 ~
0.928) ] . LncRNA FAF | ITTH4 K — B4 T CHF (3% %4 MACE pyihZe T FEH4 0. 796 .0. 801 .0. 896, — & B4
TN T AR TR TR (Z =2.453 2.404,4 P <0.001) , 45if CHF 3417 LncRNA FAF 3k ITIH4 /K
SEHREAR, B 5ARBUS A OC, B A LncRNA FAF F1 ITIH4 7] {iill CHF 835 FlJs A B RS o
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Expression significance of serum LncRNA FAF and ITIH4 in patients with chronic heart failure and prognostic value
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[ Abstract] Objective To investigate the expression significance of serum long non-coding ribonucleic acid (Ln-

cRNA) FAF and inter alpha trypsin inhibitor heavy chain 4 (ITIH4) in patients with chronic heart failure (CHF) and their
prognostic value. Methods A total of 187 patients with CHF admitted to the Department of Emergency, the Second A ffilia-
ted Hospital of Anhui Medical University from January 2020 to January 2022 were selected as CHF group, and then divided
into Grade Il subgroup (65 cases), grade Il subgroup (77 cases), and grade IV subgroup (45 cases) according to NYHA
cardiac function classification. In the same period, 103 healthy volunteers were recruited as control group. Serum LncRNA
FAF expression and ITIH4 level were detected, and the incidence of major adverse cardiovascular events (MACE) during
follow-up was analyzed for 12 months after discharge. Multivariate Logistic regression analysis was conducted to analyze
the factors affecting the occurrence of MACE in CHF patients, and the value of LncRNA FAF and ITIH4 in predicting the
occurrence of MACE in CHF patients was analyzed by receiver operating characteristic (ROC) curve. Results  Serum Ln-
cRNA FAF expression and ITIH4 level in CHF group were lower than those in control group (/P =24469/ <0.001,35.196/ <
0.001). Serum LncRNA FAF expression and ITIH4 level in grade IV group were lower than those in grade Il and grade Il
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groups (F/P=91.653/<0.001,102.345/ <0.001). Serum LncRNA FAF expression and ITIH4 level in MACE group were lower
than those in non-MACE group (#/P =13.556/ <0.001, 6293/ <0.001). NYHA grade IV and high level of NT-pro BNP were
risk factors for MACE in CHF patients, high expression of LncRNA FAF and high level of ITIH4 were protective factors[ OR
(95% CI) =4.627 (2245 —9.538), 2284 (1.505 —3468), 0.599 (0425 —0.844), 0.666 (0478 —0928)]. The area under the curve of
LncRNA FAF, ITIH4 and combined detection in predicting the occurrence of MACE in CHF patients was 0.796, 0.801 and
0.896, and the area under the curve of combined prediction was higher than that of single prediction (Z =2453,2404, all P<

0.001). Conclusion Serum LncRNA FAF expression and ITIH4 level are decreased in CHF patients, and are associated with

poor prognosis. Combining IncRNA FAF and ITIH4 can predict the risk of poor prognosis in CHF patients.

[ Key words]

4; Prognosis

18440 1335 ( chronic heart failure , CHF ) J2&—Fifr
I REEGAE , 2 T O NG AR R I, 5 ato
JIREW A L, CHF i 3, XHLAR S K, A S
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R UBAEIITEC ) v 1 K ML R O AE T
HEAR G A AZBEAZ IR (LneRNA ) & — 21 3 s A R i
200 MEHREIAESES RNA, L RNA BB S 548
iR, EAWFFERY] LneRNA 1t CHF Hr Ok 3535 SR
FH'™ B £F 4E 40 M AR K T AR 56 B F (fibroblast
erowth factor-related factors, FAF) J2&—Fh 5.0 MMl 45 5 05
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RAE SN A W FR 5, AT 4 5 PR SO g i A A
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A A A £ A B I TR A DRI 3 A S i AE
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I ARIKF- ITIHA 55 568009 B 7 A8 B i o e 2R R
O S F AR AT 5, 0 LncRNA FAF | ITIH4 5
CHF WoCRMAERE, HAiS = M OCHRIE . %8 T A
WG CHE 223 1fil j LncRNA FAF ITIH4 ik,
M CHF FUSOCR  RIEMT .
1 #ABEFE
L1 mIRZERE #6488 2020 4F 1 H—2022 4F 1 J %8
BERLR 728 — IR B e 22 WRHIIGA Y CHF (835 187
)k CHF 2H , 55 112 #i], 2z 75 5], A48 55 ~77(65.87 +
8.19) %, FARHE NYHA LI BESM 2 40 1T LA
65 i M ZL2H 77 1] | IV W40 45 1515 o5 B £ [R I T
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Chronic heart failure; Fibroblast growth factor-related factors; Inter alpha trypsin inhibitor heavy chain
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1.2 JeplEsEbRdE (1) A ASRHE: OFF & EO
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QAL Y2 (NYHA ) D IIRE A 1T ~ IV 9 B4R
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B H R/ @B FRALARAS 2 H R AR 25 IRk M 5 ml 3
AT, =R E S5 B 200 B R RV
M, Lk GenElute™ # RNA #lifk i %) & (26 E Sigma-
Aldrich 73 w]) I 2% 4 BOE. RNA, 585053 6O BT
FUB IR BHGEE I H JAAG T A8 RNA () 4l B | e JiE 1 5 4%
P, Revert Aid RT 39 5% 5300 & (2 E 28R AR
S5 RNA 3% 5%k ¢DNA, CFX96 Touch™ SZi PCR #5:
M Z4¢ ( £[E Bio-Rad 24 w]) i#4T qRT-PCR 2 )i, PCR
KZ:cDNA 1 pl, F RIS 4 0.4 ul,2 x SYBR
Green RS 10 pl,ROC Z: LYk (50 x ) 0.4 ul, Jim
ddH,0 % 20 pl, PCR %44 95 °C #iAs#: 30 5,95 °C
PES s, 60 CiRAKIEf 15 s, 240 DMEH, 5107
%1]: LncRNA FAF, I i%, 5'-CGCTAAAGGCACAGGGT-
CAG-3", T ¥, 5'-CACCAACCTTTCCCTTCCAGTC-3";
GAPDH ( § &), I ¥i#, 5-GGCACAGTCAAGGCT-
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GAGAATG-3', T i, 5'-ATGGTGGTGAAGACGCCAG-
TA-3", LncRNA FAF 5|#FP X B GAPDH 5|4
i _ 7 Gene Pharma 23 w634 o (i FH 2 7% ik
£ LncRNA FAF ik,

BRI A A, R Tl B6C i 92 WA 6P 0 A DU i 97
ITIH4 7KF- ITIHA 550 &0 B 16 R4 = A= YR A
PR A A8 E BMG LABTECH ffFR{Y .

1.3.3  BEvs: CHF B# S% 3Clk[ 6 ] 47 Mya ik A
37, B JE R R T2 BE DT 12 4~ F i sk U7 9 1A &
AR OIS/ (MACE) & A3, MACE 3 SCR O
T A e R T . R4l MACE 119 & A1 i
¥ & 4y 4 MACE W44 41 {4 A1 dE MACE W 41
146 11,

1.4 giitsJrik SR SPSS 25. 0 Bk 175k dis 41
Mo FFEIERAMRITHREITR DL & £5 3R, A W]
KM A ¢ K50 5 TSR DU 3 (% ) R
HLBR FH x° K65 Z2 [ & Logistic [0 543 #1541 CHF
B KA MACE B R ;323808 TAERHE (ROC) #h 4k
43#7 LncRNA FAF ITIH4 il CHF 3% % 4 MACE
I E. P <0.05 HZEFAGI¥E L.

2 % R

2.1 2 401f5% LncRNA FAF J% ITIH4 Fikb4  CHF
ZH 1ML LncRNA FAF 35  ITIH4 7K A T fd e ) i
H,ZRAGIHEX(P<0.01) , &1,

xR 1 fFEIRALA CHF 411017 LncRNA FAF & ITIH4 ik
FEL (x9)
Tab.1 Comparison of serum LncRNA FAF and ITIH4 expression

between healthy control group and CHF group

g 5 154 LncRNA FAF ITIHA ( pe/1)
fEIEXT I 2] 103 5.12+1.49 312.35 £56.30
CHF 41 187 2.03 £0.65 149.21 +21.71
¢ {H 24.469 35.196
P {f <0.001 <0.001

2.2  CHF B A NYHA 4320 41 1fiL 77 LncRNA

FAF J% ITIH4 35 % Il 5 LncRNA FAF % ik .

ITIH4 7K IV %0 4K T T W 408 T 1T 9 41, 22

FEAGIFE (P <0.01), &2,

2.3 MACE W41 Fl9E MACE 7 4 Ifil i LncRNA FAF

Je ITIHA e MACE W41 Ifil % LncRNA FAF 33k

ITIH4 KPR T9F MACE W40, 25 ¥4 i35 L

(P<0.01), W3,

2.4 4E MACE W 41 fl MACE W 21 Iifi IR %% %) b %
MACE . 2 £ 2 45 %  NYHA 53 % IV 9% LE ) | 1 3

&2 K[A CHF O IRESr 9B & 17 LncRNA FAF J% ITIH4 3%
RHEE (xx9)
Tab.2 Comparison of serum LncRNA FAF and ITIH4 expression

in patients with different CHF cardiac function grades

P e LncRNA FAF ITIH4 ( pg/L)
I 4l 65 2.31+0.33 155.34 £9.02
1 %% 37 41 77 1.96 +0.59 149. 65 +19. 54
V4l 41 45 1.75 £0.21 139.60 £ 10. 16
F 91.653 102. 345
P <0.001 <0.001

£ 3 JE MACE W41 F1 MACE W.4H i3 LncRNA FAF } ITIH4
RIKHE (xx9)
Tab.3 Comparison of serum LncRNA FAF and ITIH4 expression
in MACE subgroup and non-MACE subgroup

W 11155 LncRNA FAF ITIH4 ( pg/L)

4k MACE W40 146 2.12+0.16 151.98 +11.69

MACE W 41 41 1.72 +0.19 139.35 +10.05
t1H 13.556 6.293
PAE <0.001 <0.001

NT-proBNP /KA F/ 5 FE MACE W41 (P <0.05),
LVEF fIi F34E MACE W4, Z 5 A G4 E XL (P <
0.01),0L3 4,

2.5 e CHF g4 &4 MACE B £ R 2 Logistic [A]
IH5 0T DL CHF f 5 7 9 1] 2 75 & 4 MACE
FyPRAE (A0 = 77,1 = /&) , MERY NYHA 732
(&0 = MMM, 1 = IVZ)  NT-proBNP , LVEF ,
LncRNA FAF J ITIH4 fy H 28 &, #9472 & Logistic
[l 40T, 25 52 7 : NYHA IV 2% &5 7K 5 NT-proBNP
J& CHF 2% &4 MACE myfahs 2 (P <0.01) , =3k
ik LncRNA FAF 75 /K SF ITIH4 2 HAR P B Z (P <
0.01),W%5,

xS PN CHF B35 kL MACE i Z R Logistic [1114 )5
Tab.5 Multivariate Logistic regression equation affecting MACE
in CHF patients

LU =<y B1H SE{H Wald{i P1§ OR(95% CI)
o 14.653 4.132 12.576 <0.001 -
YN 0.326 0.295 1.221  1.385 1.385(0.777 ~2.470)
LVEF % -0.211 0.193 1.195 0.809 0.810(0.555 ~1.182)

NYHA V% 1.532 0.369 17.237 <0.001 4.627(2.245 ~9.538)
NT-proBNP /5 0.826 0.213 15.038 <0.001 2.284(1.505 ~3.468)
LncRNA FAF [5-0.513 0.175 8.593  0.016 0.599(0.425 ~0.844)
ITTH4 5 -0.406 0.169 5.771  0.023 0.666(0.478 ~0.928)

2.6 LncRNA FAF % ITIH4 Fiil] CHF & % % /&
MACE f#r {8 22 LncRNA FAF J% ITIH4 Fijl CHF
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%4 9 MACE W45 MACE V20 Ilfs B ) He#5¢
Tab.4 Comparison of clinical data in non-MACE subgroup and MACE subgroup

W H 4 MACE W.4H (n =146) MACE W4 (n =41) i/ PAH
PR BI(% ) ] L 89(60.96) 23(56.10) 0.315 0.575
ks 57(39.04) 18(43.90)
AR (2 x5, %) 65.23 +3.26 68.16 £6.09 4.100 <0.001
R RAEE (% + 5, kg/m?) 23.65 +£1.52 24.06 £1.26 1.581 0.116
Semtpeds (51 % ) ] o Il 87(59.59) 25(60.98) 0.026 0.873
WP 93(63.70) 27(65.85) 0.065 0.799
=i g ML AE 80(54.79) 23(56.10) 0.022 0.882
AR b [ 5% ) ] 62(42.47) 19(46.34) 0.196 0.658
s [ (% ) ] 50(34.25) 16(39.02) 0.320 0.572
NYHA 434 [ (% ) ] 1 %% 65(44.52) 8(19.51) 8.424 0.015
4% 45(30.82) 18(43.90)
V% 36(24.66) 15(36.59)
LVESD (% +s,mm) 43.79 +3.02 44.62 +3.41 1.511 0.133
LVEDD(% # s, mm) 60.42 +6.11 61.24 £5.24 0.782 0.435
LVEF(x +5,% ) 58.95+2.19 54.12 £3.75 10. 480 <0.001
TG(x 5, mmol/L) 1.90 £0.19 1.95+0.21 1.454 0.148
TC (% +s,mmol/L) 5.49 +0.59 5.51£0.62 0.190 0.850
HDL-C(% %5, mmol/L) 1.46 £0.27 1.42 £0.23 0.864 0.389
LDL-C(Z s, mmol/L) 3.36 £0.32 3.43 £0.36 1.204 0.230
FPG(x £5s,mmol/L) 8.75+1.33 8.92 +1.56 0.695 0.488
WBC(x s, x10°/L) 9.96 +2.41 10.35 £2.65 0.896 0.372
ANC(x £s, x10°/L) 5.16 £1.32 5.32£1.65 0.648 0.518
NT-proBNP (% +5s,ng/L) 657.54 +203.72 1 029.46 +316.49 9.040 <0.001

% %k MACE M (R TINACRE ROC 2k, I 50 h
L FIHFL(AUC) , 255 7% : LncRNA FAF | ITIH4 J —
FWE A TR CHF B % E MACE (4 i 48 F i f1
0.796.,0. 801 ,0. 896 , 155 TN pH 28 T~ i AR e T B
M (Z =2.453 2.404 34 P <0.001) , L3 6 FIE 1,

% 6 LncRNA FAF J% ITIH4 Tl CHF (3% & 4 MACE f#) ROC
£ 24
Tab.6 ROC curve parameters of LncRNA FAF and ITIH4 in pre-
dicting MACE in CHF patients

. B R A%
g N IIfi AUC(95% CI X
LncRNA FAF <1.93 0.796(0.731 ~0.851) 0.780 0.794 0.575
ITTH4 <142.65 pg/L0.801(0.737 ~0.856) 0.829 0.836 0.665
ZHBE 0.896(0.843 ~0.936) 0.951 0.856 0.807
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ROC curve of LncRNA FAF and ITIH4 for predicting
MACE in CHF patients
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AL 2 7RO WML rh 3k wlis O LA B AR T, e
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R ER, E R LncRNA FAF Rk v 684 B T
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RS CHF &9 Fl it & 1) Gk, o0 k48 493 J
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gl o e e R 11 o e WY 4 e i 72
F1%ER, ITIHA J& T - 2E (I R R 50, 5
PR3, IR Y 175 T 1) AR 1k S I R B i 4 v ke
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oA SN A JE RO JULZH 2R 4 i K m P 4
B, BUET AR 2 3 5, e AE LT 2 A e e A, K
0L A1 I ST AR OB, AR 0 LT S AL AN S T8,
FLL DI RE IR o Logistic [8] 194347 7% & ITIHA /K7
J& CHF fif5 A R PRI &R | $& 753 5 1TIH4 7K 7]
WA CHF 5 AN BL (9 XU, TTTH4 7] fE4E &y CHF Y57
IBITH A

ROC 144+ #7 LncRNA FAF ITIH4 7£ CHF FiJ5
o b HL A 5 (R, B TR0 4 AR B 7R, LncRNA
FAF ITIH4 7] g4 CHF il 5 (8 b & . 53 5b,

Logistic [ U953 B 485 S 8 n NYHA 30 2% IV 2% = K
NT-proBNP J& CHF & # &4 MACE WGl R 2%, X2
P NYHA 7398 s O RE 22 , A2 AN R T XU
B K NT-proBNP B\ Ky & CHF ()4 2%
LTS/

2z I+, CHF B I35 LncRNA FAF ik fi1 ITIH4
KOEHIBEAR, Ik F2 35 LncRNA FAF FUIK/KF ITIHA 5
CHF B30I REREAR DL AN BB A5G, A A
LncRNA FAF ITIH4 A] f50l] CHF 8 2% 75 A RXUKS
AW AL SE LncRNA FAF 1 ITIH4 5 CHF g%
Z , Al RIS 73 M AG 7 3L T8 A bR S P A
(E-RAFLE— s SR BRYE , A5 Ry B b OIS, P RE 3L
PR fay , FEA B Z AUSR A, 73 41 LncRNA FAF il
ITIH4 25 CHF 9 HARHLH] i A4, i 1 ik — 20 T
JEEERIBIFTEUESE
b Y SR (Rl b IEARUIEN
EEREAER

EF VO B ST S R B SRS s % s L 5
WIS S B ; ot 9 SEHEAF ST AT R, B R A
LB S i AR EAT G2 20 B s 2 % A B W B L o3
Hrae B, 18 SCIRS 77 4%« B AT ST S, 18 SR A%
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(# E] B8 5@ IIKIE MR (CSF) 34 Mm% Salusin-o ,Salusin-g /KK X+ CSF (MM, 7%
FEEX 2019 4F 6 A—2022 4 6 A NZ M AR X ARERLONEHTIEAR Sk % (CAG) k75 42 /R ik 2h Ik G BH S gk 78
H) 108 461] £ 5 A I PR OB , AR O IUVBE FE I A4 138 ( TIMI) L3 732 432 CSF 20 (TIMI<2 21,66 £5]) Fidl: CSF 25 ( TIMI
39,42 B)) o SRR O 5 W B X B0 A I iV Salusin-aw J¢ Salusin-g 7KF-, Pearson £& 14 A4H 3¢ 43 AT 1L Salusin-a
Salusin-B/K - 5l REEFRAIAHICHE . Z RN E Logistic BIIHSMHTs2 MR CSF R AERFE . 32808 TAEFRE I 2 20 i v
Salusin-o | Salusin-B & " FEAKINNT CSF AUFINAN(E, 458 CSF H1M3E Salusin-B, WAH S Hu i) | I PR R | 22 Rij I 52
(LAD) ZE[A1jE 32 (LCX) A7 ek sk (RCA) W% S 3 2 eIk 3l k¥ 2 ot 4544 A &8 5 TR CSF 41 (x*/t/P = 16. 702/
<0.001.7.013/0.008 .7.917/ <0. 001 .12. 074/ <0. 001 9. 344/ < 0. 001 .13. 627/ <0. 001 .10. 476/ < 0. 001 ) , ifij IfiL F
B LY Salusin-o 7KK TFIE CSF 41 (t/P =8. 084/ <0.001 .19. 189/ < 0. 001) , 175 Salusin-a 5 Il % i . LAD i
B LCX Mgk RCA Wil SEHIMUECR A A& (/P = —0.708/ <0. 001, —0.769/ <0.001 . —0. 662/ <0.001 ., —0.635/
<0.001, -0.708/ <0.001) , 5l 18 [T 2 FA (/P =0.667/ <0.001) , i Salusin-p 5 Il FR AR . LAD %k . LCX
W% RCA M 745 WUECSE 5 S 1E 40 96 (/P = 0. 748/ < 0. 001 ,0. 676/ < 0. 001 ,0. 753/ < 0. 001 ,0. 642/ < 0. 001 ,
0.776/ <0.001) , 51l A& [ 2 AL (/P = -0.589/ <0.001) , WA 5k | Salusin-B & 25208 CSF % A& iy 4l <7 1
2, I8 55 Salusin-o 5 Z R FE Z [ OR(95% CI) =1.464(1.146 ~1.870) .1.536(0. 928 ~2.548) .0. 819
(0.710 ~0.942) .0. 715 (0. 582 ~ 0. 878) ], IfiLi# Salusin-a, Salusin-B J% — # k4 Fi Il CSF ) AUC 43514 0. 840,
0.782.0.896 , —H WAL T & [ AT A AE (Z =4.561 4.103,P=0.005, <0.001), %5 CSF 3% M4 Salusin-
o A% Salusin-p T+, Wi 5 CSF FRIGHRLEE A 56, IL7F Salusin-o 55 Salusin-B A% CSF ELA5 5575 i T 49 (8

[X#iA] ARSI ML ; Salusin-o; Salusin-@ ; F A

(FESES] R543.3 [ k#RIRAE] A

Study on the expression level and predictive value of serum Salusin-« and Salusin-f in patients with coronary slow
flow Wang Yu, Zhao Ping, Jia Zhengpei, Chen Hua. Depariment of Cardiology, Inner Mongolia Autonomous Region
Peoples Hospital, Hohhot 010000, China
Funding program:. Medical and Health Technology Plan Project of Inner Mongolia Autonomous Region Health Commission
(202001067 )
Corresponding author: Zhao Ping, E-mail ; zhaoshikong@ 126. com

[ Abstract] Objective To investigate the levels of serum Salusin-o and Salusin- in patients with coronary slow
flow (CSF) and their predictive value for CSF.Methods Clinical data of 108 patients who underwent coronary angiography
(CAG) examination in the Department of Cardiology, Inner Mongolia Autonomous Region People's Hospital from June 2019
to June 2022 and showed no obvious stenosis of the coronary artery were selected. According to the blood flow classifica-
tion of the myocardial infarction thrombolysis test (TIMI), they were divided into CSF group (TIMI grade 2 and below, 66
cases) and control group (TIMI grade 3, 42 cases). Enzyme-linked immunosorbent assay was used to measure the serum
levels of Salusin-a and Salusin-f3. Pearson linear correlation analysis was used to analyze the correlation between serum Sa-
lusin-e, Salusin-f3 levels and clinical indicators. Multivariate Logistic regression analysis was used to analyze the risk factors
for CSF. Receiver operating characteristic curve was used to analyze the predictive value of serum Salusin-e, Salusin-f and

their combination for CSF. Results  Serum Salusin-f, smoking history, serum uric acid, left anterior descending artery
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(LAD), left circumflex artery (LCX), right coronary artery (RCA) frame count and average frame count of three coronary ar-
teries in CSF group were significantly higher than those in control group (x’/#/P=16.702/ <0001, 7.013/0.008, 7917/ <0.001,
12.074/ <0.001, 9.344/ < 0.001, 13.627/ <0.001, 10.476/ <0.001), while serum albumin and serum Salusin-« levels were lower
than those of the control group (#/P=28.084/ <0.001, 19.189/ <0.001). Serum Salusin-o« was negatively correlated with serum
uric acid, LAD frame count, LCX frame count, RCA frame count and average frame count (#/P= —0.708/ <0.001, -0.769/ <
0001, —-0.662/ <0001, —0.635/ <0001, —0.708/ <0.001) and positively correlated with serum albumin (#/P =0.667/ <0.001).
Serum Salusin-3 was positively correlated with serum uric acid, LAD frame count, LCX frame count, RCA frame count and
average frame count (/P =0.748/ <0.001, 0.676/ <0.001, 0.753/ <0.001, 0.642/ <0.001, 0.776/ <0.001), and negatively correlated
with serum albumin (#/P= -0.589/ <0.001). Smoking history and Salusin- were independent risk factors for CSF, while ser-
um albumin and Salusin-a were protective factors[ OR (95% CI) = 1.464 (1.146 — 1.870), 1.536 (0.928 — 2.548), 0.819 (0.710 —
0.942), 0.715 (0.582 — 0.878),P<0.05] . The AUC of serum Salusin-, Salusin-@, and their combination for predicting CSF was
0.840, 0.782, and 0.896, respectively, and the combination of the two was better than each of them alone (Z =4.561, 4.103,

P=0005, <0001). Conclusion Serum Salusin-« is decreased and Salusin-f is increased in patients with CSF, which are

related to the severity of CSF. The combination of serum Salusin-a and Salusin-f has a high predictive value for CSF.

[ Key words)]

TR B K 17 ( coronary slow flow, CSF) & 5
ARBI PR UL S B I R T G208, e T 2
DAl 20 VARG SR 1R B ZE VB | 2R BN Mg | R
g5 PR VR kSR AR R AR A SRR
FIPEAS CSF R MIE AR S8, X e R 2 BA B2
X, Salusin-o J& i A4 N J7 G FE K] TOR2A 45
7 A YRR S U171, B BRI s D00 %8 B
JEA R AR R RS o BFST A, Salusin-o 5L
SIS KIS PN R D) Re R A, 300561 2k ok A A Ak 1 T
1R, EVEAE R CSF B4R S8 o Salusin-g 5 Sa-
lusin-oc HA A [R] AR, o 10078 N B2 40 Pl 28 R 5
SR RRAR T I8 PN e A A A M S i AR A
TR B0 28 1 200 B A PN B A0 i 2 ) P 6 R 68, AR it
LA ML BT I K22 o BT AT CSF B3 1L
Salusin-ac, Salusin-g FIK/KE S P& %] CSF [ i 4
B, HGEIT
1 ZEREFE
1.1 fpR%E $%E2019 4F 6 H—2022 46 H N5
AR XN BB B O W FRHT IR 3l ik 5 (coronary
angiography , CAG ) £ 25 () . % 108 i, AR 4.0 LA 5
VI8 ( thrombolysis in myocardial infarction, TIMI)
M5 439 CSF 2066 {9 (220 1 32 A% TIMI 1y
M<2 %), 4 CSF 4142 | (TIMI 3 4% ) . CSF Z1M 4
S ER A Ll PR R 5 T AE CSF 4L, i (1 & IR T3k CSF
(P <0.05), HAh %R L 22 R LG 127 78 X
(P#>0.05), L& 1, AHF5ELEBEACIZE 2
At EsE L (20190413 ) | f8 34 55K @ H I [a] 0T 2828
AR 24D
1.2 il sebnmE (1) G AbRHE: D4R > 18 ~ 80
% QRIS B A RIS O LB ILAE AR 5

Coronary slow flow; Salusin-c; Salusin-; Predictive value

1 HE CSF 21 CSF 4H i 31l R 26k L

Tab.1 Comparison of clinical data between non CSF group and
CSF group patients
, CSF 4 CSF 4
g I ese U et P

(n=42) (n=66)

H/ 4 (i) 0
R (x5, %) 0
TR S (ets ke/n?)  25.11 £2.30 0
WA s [ 4] (% ) ] 12(28.57) 0
e RS [ (% ) ] 16(38.10) 0
BEPRIA S [ (% ) ] 8(19.05) 0.692
WA (% 5, mmHg) 145.37 £19.01 143.21 +18.33 0.588 0.557
0
0
0
0
0
0

24/18 0
0
0
7
0
0
0

Pk (x +5,mmHg) 89.11 £12.05 90.52+11.30 0.616 0.539
1
1
1
0
0
0
8
1
1
7

51.87 +£7.06

40/26

53.22+6.89
24.76 +2.47
36(54.55)
29(43.94)
14(21.21)

128
.983
L7137
.013
.361
.157

.721
.328
.463
. 008
. 548

MEHEH(x£s,g/L) 52.10+ 6.07 43.52+ 4.89
IMRER(x+s,omol/L)  5.13+ 1.30  5.52+ 1.22
M Gess wmol/L) 79.15 £18.26 85.03 19. 88
IMPRAR(x £ ,pmol/L)  219.33 £38.65 283.16 +42.17

.084 <0.001
.579  0.117
.546  0.125
.917 <0.001

SEHERE(+s ,mmol /L) 4.90 £ 0.55  5.08 £ 0.43 1.900 . 060
=FEHh(G£s,mmol/L)  1.19 £ 0.46  1.27 £ 0.32 1.066 .289
IDL-C(x +s,mmol/L) 2.92+ 0.85 3.08+ 0.76 1.018 .311
HDL-C(x+s ,mmol/L) 1.16 =+ 0.34 1.10+ 0.35 0.878 .382
ALT(x +s,U/L) 23.95+ 7.26 24.49+ 8.48 0.341 L7134
AST(x +s,U/L) 23.20+ 8.15 24.14+ 6.74 0.651 0.517

6 4

1 1

¥4z CAG K UF S e iR 2 kOt B 8 8k 78 sl B 4%
PR <40% ; WBERE LA AH SR A FIIG YT o (2) HERR
Bt : bR sh ke 7 etk sl ko 28 etk sl ik 5k
BRI ARG SUER B kS A AR s @5 IF 0
JIE IR R S AR O IGO0 ) 3 5 DA 7™
A T REA 4> B UY L B B SR B 1k 5 e B Ak i
Jo s DFFERFEEME L B B 8l A A K AR R 4R A
GX s 52 70 1k s g FH A/ IS i A WA 24590

1.3 UL Hg 4R 07k

131 IR GEARACEE 0 A L B i AR TS 4L
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R A TCIBOHH S e I B2 OB PR S, I 55 5 S0 2
i Sl I = 0777730 1172 = W19 N L S & T
(TG) | & JE [ st ( TC) A1 %5 B2 5 25 11 I [ B ( LDL-
C) i BB 8 A B[ i (HDL-C) (TN 2 R = S 54 7%
fitg (ALT) (K12 IR ZHEF R4 (AST) .

1.3.2 i34 Salusin-a | Salusin-B K5l . 54 BCE EAE BE
JEWR HREZE 8 h DL b fy) #f kil 5 ml, %5 # &
1 h Ja5, B0 8 BT 27 5 Se R AT R 4 95 T
Rt 22 K6 9 1fiL %5 Salusin-ac | Salusin-B 7K ¥, Salusin-a
ELISA iGf & A i — W ERHE A L 515 EY-
01H1494 , Salusin-p ELISA 57| & 4 A FiFmEEY
FHEA T, 67%5 RF1041, #24E i 72 i BRI 45 20K
#AT .

1.3.3  CAG K 4 Je ifi it 3 B P4 : CAG R JH b
Judkins $EA, 1 2 A0 BB ARG C R I 4 407
WAL (W A far 22 SRR 2 7, 2445 Philips Inte-
eris allura 12 monoplane ) BATEAE . 285 sh ik ek ik o ik
WA, AALEE R & 520, 15 i/s o B2 il IR T
TIMI i AL TR S bk I 3708, 3E 53¢ 3 82 75 M
FeBE L AR S Y 4 B AR B AR S R OR A 4
it AL AR, 22 TR S (LAD) (72 [l i 32 (LCX) |
A ARSIk (RCA) B 45 5E At 131 5 B o0 J01) SR a0 AR 93 3L
A Gy S F i a3 Ak B Ae B TS S B A
T 3 SRR B KA ~F- 44 TIMI ik,

1.4 GEit2#0r: N SPSS 26. 0 B4 4 BB
TR 1T TR AR + bRl 22 R, 21 18] F A
R ISEREAS ¢ K565 THECR R AR E R (% ) R
ZHIH) e oK R J7 K 35 Pearson AH 5C 73 AT IMLTE Sa-
lusin-a | Salusin-B 5l RS ELAGTHI M ; ZH F Logis-
tic [ JH 347 CSF & A RS2 IR 3R 524038 TARFREHh
2 (ROC) 43#7 1ML 7 Salusin-a | Salusin-B A kA& XF CSF
AT ., P <0.05 R A gttt .

2 & R

2.1 2 4113 Salusin-a ,Salusin-B FL#  CSF 41 (i 3
Salusin-oc 7KK FAE CSF 41, 1fij IfiL 75 Salusin-B 7K /5
TR CSF 4, Z R WA G FE XL (P <0.01), 1L
%2,

%2 dE CSF 411 CSF 4] #3417 Salusin-o | Salusin-B H4%
(x +s,pg/L)

Tab.2  Comparison of serum Salusin-a . Salusin-B between non
CSF group and CSF group patients
4 5 1% Salusin-a Salusin-B
4k CSF 4 42 3.76 +0.73 2.05 +0.68
CSF 4 66 1.41 £0.54 5.26+1.12
tfH 19. 189 16.702
Py <0.001 <0.001

2.2 2% CAG Jeif ik FE L% CSF 2H LAD Mm%,
LCX Mii%s (RCA Mty P-4 9 i s T CSF 4,
ZRAGIHE L (P 1 <0.01) W& 3,
2.3 [k Salusin-a , Salusin-B 5 lIfi IR 2 £ 09 AH ¢ 1
Pearson A 3¢ 70 M7 & 7, Il Salusin-a 5 1ML R 2 |
LAD it \LCX ik \RCA M4l - Xt B0 2 5 3 67 A
K, 5 HEHEIEME(P ¥ <0.01) ;M1 Salusin-
B 5 ML FRIR . LAD Mii% \LCX Mm%k \RCA Wiy | - 15 o
BEREIEAMX, S AEA 28 EAHC(P <
0.01), 034,

R4 CSF Y HEH M Salusin-o \Salusin-B 5l FREE A A
Tab.4 The correlation between serum Salusin-a, Salusin-g and

clinical parameters in CSF group patients

P ?alusin-a : ASalusin-B A

r {8 P1H r {8 Py
ML 1 0.667 <0.001  -0.589  <0.001
QN -0.708 <0.001 0.748  <0.001
LAD %k -0.769 <0.001 0.676  <0.001
LCX %k -0.662 <0.001 0.753  <0.001
RCA ik -0.635 <0.001 0.642  <0.001
RESLUE -0.708 <0.001 0.776  <0.001

2.4 5Pm) CSF RERZ R Logistic B 7pHr LI
JE A CSF AR (R =1, =0) , DL LRSS
H P <0.05 Wi H o [ 22 &, AT Z &K Logistic [1]19
IR, 5 R N IR AL Salusin-B 22 CSF A=
ik 57 FE RS PR L A L Salusin-oc s 2 00 57 fR
PHZFE(P <0.01) , LK S,

&3 R CSF AL CSF AL CAG JRMFT# L AL (v xs)
Tab.3 Comparison of CAG and blood flow velocity between non CSF group and CSF group patients

a5 % LAD i% LCX it RCA ik Pk
I CSF 4 42 31.07 £5.23 20.69 +4.34 18.41 3. 11 23.37 £5.20
CSF 41 66 44.49 +5.87 30.41£5.78 29.37 +4.58 34.52+5.51

o fE 12.074 9.344 13.627 10.476

P <0.001 <0.001 <0.001 <0.001
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RS N CSF R4 MZ R Logistic M5 53#r
Multivariate Logistic regression analysis affecting the oc-

Tab. 5

currence of CSF

ES B1H SEMH Wadf{i P& OR {H 95% CI

R AIH] S 0.381 0.125 9.290 <0.001 1.464 1.146~1.870
MEFEMAR-0.201 0.072 25.090 <0.001 0.819 0.710 ~0.942
M PRERE  0.030 0.264 2.663 0.104 1.536 0.928 ~2.548
Salusin-a f-0.336 0.105 10.240 <0.001 0.715 0.582 ~0.878
Salusin-B /& 0.229 0.065 12.412 <0.001 1.257 1.107 ~1.428

2.5 i7E Salusin-o Salusin-B A — B4 T %F CSF
Ml 2l L7 Salusin-o , Salusin-B J — F K5 1l
Il CSF ) ROC £k, Jf 15 2 N AR (AUC) , 45
R MfiLiE Salusin-o, Salusin-B [ — F B4 fiil CSF
# AUC 435124 0. 840 0. 782 .0. 896, — FH B &L T 4%
I BA 5 Pz e (Z = 4. 561.4. 103, P = 0. 005,
<0.001),0WL% 6.8 1,

F 6 MLk Salusin-a Salusin-B K " FHHA T CSF 4 {H
Tab.6 The value of serum Salusin-a, Salusin-B and their combi-

nation in predicting CSF

S ISR A1< .
g R HRBT{E AUC(95% CI) UK R R
Salusin-a  <1.55 ug/L0.840(0.801 ~0.906) 0.802 0.720 0.522
Salusin-B  >4.94 pg/1.0.782(0.734 ~0.832) 0.757 0.660 0.417
—EA 0.896(0.852 ~0.945) 0.853 0.786 0.639
1.0F
0. 8"
” 0.6
B

0.4

— Salusin—a
— Salusin—8

— BRAALI

1 1
0 0.2 0.4 06 08 LO
15

B 1 ffil ¥ Salusin-a, Salusin-B J% B & il Il CSF #7 {8 1Y
ROC fh £k
Fig.1 ROC curve of the value of serum Salusin-a, Salusin-g and

their combination in predicting CSF

34t 8
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T, AR B K A 2 S A A5 v T IR . CSF Yk
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RERE b B 1t /N H 3 B PR I 4 DR 3 6, TIMT 43
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PRAEE R 2 B 48 A7 AN [R] 45 2R B 52, ife IR
M E—E AR WRARTST CSF & ML K
SR CSF & A fal R A R T CSF iy 2 K i IR
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Salusins J&— 2B A9 2E W) T PR AR, G045 28 2 gt
R 1Y) Salusin-o 1 20 P~ FEBR ) Salusin-g 2 FIE K,
& BN HI A N g B fig B P TOR2A 3K 5 18 i 1Y) ik
BEMEBTHE ), T2 3RE T AR N 20 WA 1 A ki 2
Zu, DL E e sE i i i 3, T2 S S A 40y
24 NS AL AR i 430 i 45
KA . BF5E R, Salusin-o B 55 R
AR, H00 ] s 2 R R )RR R FE S ok
R AL I 9 v & FE S ELAR PR . ARG
i, CSF B LT Salusin-o FRAK, 75 760K 3l ik il i
A X, #R Salusin-a WFEEZS Y5 CSF k&
B X GEEAEEE S S g g 2 %
iR W], 12 321K Salusin-o GEAE A il 50k 20 ik 1l 45 Py
B ARG T, D P S SRR L | IR B e T e 2k IR 2R
H C AR S A B A7KF, e e R 20 ik il 3t 7 1 1
Mo M EALT, Salusin-o 0] fEIE 130854 CSF B E 3
Uk PR SRR B R BB T/, ] CSF 9535 1 i A R g
A 2Bl , Salusin-or BB K i 5k 248 it v 5% 2 44 il
A TG SRR BRI T T B A e A AT 8
BRI, WD Y TR 20 BRI 8, () 410 o) i A5 PN B 40 A 7
HARE AN TR AL, A 3 bk A SR A BIE g
W, Salusin-o BE % 38 3 71 il AKT/ A0 L 2 1) B A 255
FAEE UE 530 3% n B R AL 0 | D8l I SR SE A
SN AR A LR 57 A U Sl AR B Ik A 2 P s iz, 41 ol
I AT AL L %) 348 5 RN 3%, 9820 0 Jok ok A s Ak 55
Beig i A, AW S B, Salusin-o JE 50 CSF
KA R R 2R, R W] Salusin-o S22 57 (19 PEAL CSF
MM IE PR R o Ho A A] g J& Salusin-o RE A8 1) i) i
ARBIIK IS A B2 40 A 0% 98 1k S Iz, s 720 CSF 11 & A=
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+ kB 3E P OYEOE  EI AR 6 R 8 SRR R A
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(st
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Z K, HIfE Y Salusin-a M, HifiE LS5 43 W 19 7 3
OS2 R 22 R 7™ 2R 9 R JICTH 8 I s, bRy
R AEHECWUIE B F1 5238 B KA ARBRgE
CSF 4 8 1MiL3F Salusin-g Fti, 55 3 SR Bl bk i i
ISR - SRR TE MG, X 5 Akytiz 251 23 5%
SEIR B AW R BRING Salusin-B T = BEAZHE ML
WIAESE BV 5 CSF 1Y & A= XU , (HZ 98 90 AR
AR/, CSF 41 A0 39 ], 45 SR ml BEAEAE— E 1Y
Tty o ABFFELE R ik — P 3R Salusin-B 25 CSF %%
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TR IR o ABFSE, Salusin-B J2 540 CSF
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1, AL BRI 22 L K /N T B 2% 18 2 25 41 0k 5ed

R kAE AL Y UERE , P B CSF By & 2B

22 ik, CSF B M Salusin-a 1%, Salusin-
B Ft&, MLIE Salusin-o Salusin-B 5 3 375K s bk ifiL i
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ML7E ITIH4 F1 MCL-1 K5 20k G i P ik 25 5 R
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(# ZE] BHE HEERaEB0 A (ALS) B3 M 7E ] o R H G0 HI R FE 5% 4 (ITIHA) BEREA0AE A 1
i1 (MCL-1) ik 5B ER TGN E R, FiE A 2019 47 A—2022 45 7 7] B K 2= IR i B
Bet e NEHSTR AIS J3 128 Bl AIS 41, AR A BE AT 25 [ [ 37 AR5 Be A4 vh i 2 (NIHSS) 91451, 43 i 4% 4 40
(NIHSS <6 43 ,n=42) R4 (NIHSS 6 ~ <14 43 ,n =52) I JE W4 (NIHSS=14 43 ,n =34) , WRIGH g 3 4~ H i
AIS BE MR Rankins W43, 73 F UGN R W24 (mRS 743 >2 43,30 ) FIHi 5 B 4F 41 (mRS 948 <2 43,98 ) .
5 TR TR 3 5 BE A4S {3 N 70 5] A R X B2 IR e 58 W B 0 A I 7 TTTHA \MCL-1 K-, Pearson #H2G 53
Brifn i ITIH4 MCL-1 /K- 595 15 A B e T 1 AH G 1 s 2R &K Logistic [BIFA 3200 ALS BBUE TS MR ;2 80% T
VERHE B AT I3 TTTHA \MCL-1 X AIS BB E WS BIIIM(E, &R AIS 4B L TTIH4 MCL-1 /K- 2K+
AT RRLZH (t/P =43.211/ <0.001,43. 191/ < 0. 001 ) ; 55 175 F2 i 4 &, AIS HR 3% L3 ITIH4/MCL-1 KA ( F/P =
107.796/ <0.001,297.976/ < 0. 001 ) ; FiJ5 A~ BL P 41 4% %t 1 L . A B 24 h NIHSS 4> % T iS5 BG4l (/P =
9.637/ <0.001,9.752/ <0.001) , IfiL3i5 ITIH4 MCL-1 7K &% Hi B 3 A~ H 18 5 & etk 25 35 (MMSE) ¥4y S245F /R IA
FIPEAS 4 32 ( MoCA ) ¥EAMIE T W5 BT 4 (¢/P =26. 723/ <0.001,11. 709/ <0. 001, 13. 674/ < 0. 001, 10. 782/ <
0.001) ; AIS B3 M3 ITIH4 MCL-1 5456 HiA A BE 24 h NIHSS 40 27403 (r/P = —0.705/ <0.001, —0.685/ <
0.001; —0.761/ <0.001, —0.619/ <0.001) , 5Bz 3 4~ H MMSE $£43 . MoCA $E4> 5L IEAH (/P =0. 656/ <0. 001,
0.632/ <0.001;0.751/ <0.001,0.789/ <0.001) ; {1} 3 4~ H MMSE $F43 55 .t B 3 4~ H MoCA T4 B J& 5 m AIS
FHUEAS B A 2 [0.622(0. 446 ~0.868) ,0. 606 (0. 427 ~0.861) 1, Ifil 35 ITIH4 {i& \MCL-1 {i§ 45 5E 1@ £k |
ABE24 h NIHSS ¥4 B 2 fa b = [ OR(95% CI) =1.467(1.150 ~1.870) ,1.415(1.094 ~1.829),1.605 (1. 168 ~
2.205),1.765(1.233 ~2.526) ] ; IfiLi# ITIH4 MCL-1 J% PIFIEA T AIS TS A BLAY AUC 4351 0. 811 0. 835 .0. 923, i
TA TN ALS FUS AR AUC K TH—J8h5, 27 AR G258 L (Z =4.258 4.119,P 1] <0.001) , £5i&  AIS fi
HIMYE ITIHA MCL-1 23K T8, Wi Rk K- S5 T E R A ¢, B B AT ALS g 1Lfs HLA i A U A (L
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[FESES] R743.3 [ x#ktRIRE] A

The serum levels of ITIH4 and MCL-1 in patients with acute ischemic stroke and relationship with the severity and
prognosis Xi Junnan, Feng Songsong, Xue Huiyuan, Teng Dong, Chen Liwei. Department of Neurology, Henan University
of Science and Technology Affiliated Yellow River Hospital, Henan Province, Sanmenxia 472000, China
Funding program: Henan Province Medical Science and Technology Research Program Project ( LHGJ20200763)
Corresponding author. Chen Liwei, E-mail. 827586182@ gq. com

[ Abstract] Objective To investigate the relationship between the expression of serum inter alpha trypsin inhibitor
heavy chain 4 (ITTH4), myeloid cell leukemia sequence 1 (MCL-1) and disease severity and prognosis in patients with acute
ischemic stroke (AIS).Methods A total of 128 patients diagnosed and treated with AIS in the Department of Neurology of
Henan University of Science and Technology Affiliated Yellow River Hospital from July 2019 to July 2022 as AIS group.Ac-
cording to the National Institutes of Health Stroke Scale (NIHSS) score at admission, the patients were divided into mild
subgroup (NIHSS <6 points,n =42), moderate subgroup (6 points < NIHSS <14 points,n =52), and severe subgroup (NIH-
SS = 14 points,n =34). According to the modified Rankins score of AIS patients at 3 months of discharge, they were divid-
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ed into poor prognosis subgroup (score >2 points, 30 cases) and good prognosis subgroup (score < 2 points, 98 cases). A
total of 70 healthy individuals who underwent physical examinations in hospitals during the same period were selected as
the healthy group. Enzyme linked immunosorbent assay was used to detect serum levels of ITIH4 and MCL-1. Pearson cor-
relation analysis was conducted to investigate the correlation between serum levels of ITIH4 and MCL-1 with the severity
and prognosis of the disease; Multivariate Logistic regression analysis was used to identify the factors that affect the prog-
nosis of AIS patients; The predictive value of serum ITIH4 and MCL-1 for the prognosis of AIS patients was analyzed by
The serum levels of ITIH4 and MCL-1 in AIS patients were lower than
those in the healthy group (#/P=43211/<0.001,43.191/ <0.001). The more severe the illness, the lower the serum levels of
ITIH4 and MCL-1 in AIS patients ( F/P=107.796/ <0.001,297976/ <0.001) . The infarction area and 24-hour NIHSS score of
the poor prognosis group were higher than those of the good prognosis group (#/P=9.637/ <0.001,9.752/ <0.001), while se-
rum ITIH4 and MCL-1 levels, 3-month Mini Intelligence State Scale (MMSE) score and Montreal Cognitive Assessment Scale

receiver operating characteristic curves. Results

(MoCA) score were lower than those of the good prognosis subgroup, with statistically significant differences (/P =26.723/ <
0001, 11.709/ <0001, 13674/ <0001, 10.782/ <0.001). The serum ITIH4 and MCL-1 levels in AIS patients were negatively corre-
lated with infarct size and 24-hour NIHSS score(#/P= -0.705/ <0001, —0685/ <0001, —0.761/ <0001, —0.619/ <0.001), while
positively correlated with MMSE score and MoCA score at 3 months after discharge (#P =0.656/ < 0.001, 0.632/ < 0.001,
0.751/ <0001, 0.789/ <0.001 ) . High MMSE score and high MoCA score after discharge were independent protective factors
affecting poor prognosis in AIS patients [ OR(95% CI) =0.622 (0446 — 0.868), 0.606 (0427 — 0.861)], while low serum ITIH4,
low serum MCL-1, large infarct size and high 24-hour NIHSS score were risk factors[ OR(95% CI) = 1467 (1.150 - 1.870), 1415
(1.094 - 1.829), 1.605 (1.168 —2205), 1.765 (1233 —2.526)]. The AUC of serum ITIH4, MCL-1, and their combined prediction
for poor prognosis in AIS were 0.811, 0.835, and 0.923, respectively. The AUC of the two combined predictions for poor
prognosis in AIS was greater than that of single indicator, and the difference was statistically significant (Z =4258, 4.119, all
P<0.001). Conclusion The expression of serum ITIH4 and MCL-1 in AIS patients is downregulated, and their expression
levels are related to the severity of the disease. The combination of the two has high predictive value for the prognosis of
AIS patients.

[ Key words] Acute ischemic stroke; Inter alpha trypsin inhibitor heavy chain 4; Myeloid cell leukemia sequence 1;

Degree of illness; Prognosis

A R R Erh B ENSC R FEER 1 BREAE
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FHEA R, 5745 ZK-3744) MCL-1 (IR &0 3 FIE(E
WAEYRHL AT, 575 XY-MCLI-Hu) . $2 M50 & i
B 45 58 R .

1.3.2 AHFEHERA; S i AR A < B ABE 72 h R
FE GE 2y H] HDXTI. 5T % MRS I 25 /5 ki 456 58 8 o7
(Bt BT /7N ), TR T AR

1.3.3  JIE RN : 2% L H . DA R4
72 (National Institute of Health stroke scale , NIHSS) "
X AIS (85 AR 24 h i I B PPAL A5 B IRUKF A
A SR SR 00 T SRR AR B L BT s Bh
Ry FRPF R A A TORGE AT B S R INTE O A
HRGIER A T ZMAERIETT 13 A4F8 5, 5 0 ~
42 41, 43 BSO8R R 22 Dl BE B2 BB L O 4 A R T
Z1(NIHSS <6 73,n =42) , P EEWE.ZH (6 73 < NIHSS <
14 43,0 =52) , F A4 (NTHSS =14 43 ,n =34) 1
1.3.4  BUSPPAG: B Bcf5 90 d XF B AIS (B35 47
T2 IR BT, AR U8 BE U5 1% 00 347 2 R Rankins
4% (modified Rankins score, mRS) """ | A 45 J& 75 f7 A6 #f
LIRS AR L RE AR o7 B H B BR ST AT 3l e A A
SEABE PP 0 ~5 43 PR s TS BR2E  JF o o TS
AR (W5 >2 41,30 4]) Fif e R4f 4 (PP
<2 43,98 1) o R U1 b B 6B IR A5 1 4R (mini-mental
state examination, MMSE ) Fl1 52 %5 F| /R 1A J0 £k 72 36
( Montreal cognitive assessment, MoCA) {4l AIS B %
INHITRE , PR R4 R 0 ~ 30 3, Z0 (BRI, A
T RERR 2

1.4 Zeitsedrik SR SPSS 25. 0 GEit~# 5443t
Bl o FFEIES AT EBIE ] » £ 5 £, dHIH
BRI IS REAS ¢ K5, ZH A LU BCR ) F K, 2
TR AR F LSD- A5 30 5 TH 00 R LU AR B %
(% ) Fm A HEECR AR 7K . Pearson A5 Hr

AIS B I3 1TIHA MCL-1 55555 5 B e Bt i A G
Pk ZIHE Logistic [ /045200 ALS B35 FilJS 19 fa
% 28 TAEREE (receiver operating characteris-
tic,ROC) 1 8 4> #7113 ITIHA \MCL-1 Fi AIS %5
BN, P <0.05 2R BAGIHE L,

2 & B

2.1 2 #H1im¥ ITIH4 MCL-1 /Kb AIS 20 BB 3
IMiL{ ITIH4 \MCL-1 7K~F-43 524 (24. 17 £4. 58 ) pg/L
F(7.03 +1.34) pg/L, AL T B XS RZH 19 (63. 29 +
8.17) ng/L F1(22.53 +3.64) pe/L, Z R H G112
Y (1=43.211 43.191,P ¥ <0.001) ,

2.2 A[FEYHETEFREE AIS 5 1% ITIH4A MCL-1 7K
HLH i ITIH4 MCL-1 7K Ledss R > W
W > BEEWVHEE, ZRHARITFEX(P<
0.05), W31,

F 1 RERTEFEEE AIS 35 17E 1TTHA MCL-1 7K
b#E (xxs,ug/L)
Comparison of serum ITIH4 and MCL-1 levels in AlS pa-

tients with different degrees of illness

Tab. 1

HoHl ik ITTH4 MCL-1
B4 42 31.20 +4.34 10.27 £1.41
e EE 2 52 24.20 £4.69 6.96 +1.29
W H 34 15.44 +4.96 3.14+1.02

F & 107.796 297.976
PAH <0.001 <0.001

2.3 R[S AIS 85 BRARE LhA  FlE A ROE
HAEAETH AL A BE 24 h NIHSS 353 5 T 5 R 40
44, 1% ITIH4 \MCL-1 7K°F K& i Be 3 4~ H MMSE ¥
53 MoCAT MK T HlE RIF AL, 2 5 BA S E
Y (P#<0.01), W#E2,
2.4 I35 ITTH4 MCL-1 595 1% F2 B S 35U 1 AH S
AIS I35 ITIH4 MCL-1 5856 165 L ABE 24 h
NIHSS #5322 A O¢, 5 Be 3 4~ H i MMSE 345
MoCATF4r S IEAI G (P ¥ <0.01) , WK 3,

&3 AIS A MY ITIHA MCL-1 S5 15 FERE A9 AR SR
Tab.3 Correlation between serum ITIH4, MCL-1 and severity of
AIS patients

P ITIH4 MCL-1

] r i PAH r i PH
L IATTEA -0.705 <0.001 -0.761 <0.001
APBE24 h NIHSS #4> -0.685  <0.001 -0.619  <0.001

W3 A~ H MMSE ¥4y 0.656
e 3 A~ H MoCA $E4>  0.632

<0.001 0.751
<0.001 0.789

<0.001
<0.001
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2.5 M AIS HE IS B Z &K Logistic [05 47
PLAIS BE T AR R (BE AR =1, Bl5 BRI =
0),LL FiRZE b P <0.05 Wi H o {8, #ir 2 A
& Logistic [AIIH 74T, 25 3% W, i Be 3 4~ H MMSE
A3 W BE 3 4 H MoCA PE4r 2520 ALS [ 5 His
AN RS AR AP R ER I3 ITIHA I \MCL-1 {I%  A515E
TR CABE 24 h NIHSS PF4r w2 fa i &R (P 1 <
0.01), .32 4,

2.6 [fiy ITIH4 MCL-1 Fii AIS #is M0 4l
I3 ITIH4 | MCL-1 Fi AIS i J5 # {8 A 150 i 2% B
ROC &k, IR £ F A (AUC) , 255 IR « s
ITIH4A MCL-1 J P I IE A Bl AIS i J5 A K Y AUC
435154 0. 811 ,0. 835 .0. 923, P I BE 4 i AIS FiJ5
ARMAUC K TFHR—8, ZRAGRITFE N (Z =
4.258 4.119,P ¥ <0.001) , L35, & 1,

RS> ML ITIHA MCL-1 0 ATS HUS A R 1Y #ifE
Tab.5 Value of serum ITIH4 and MCL-1 in predicting poor prog-
nosis of AIS

I 1 5} AUC(95% CT) — HURE 557 B 555K
ITIH4 <7.37 pg/L 0.811(0.781 ~0.866) 0.681 0.815 0.496
MCL-1 <4.25 pg/L 0.835(0.794 ~0.870) 0.702 0.850 0.552
PHIE S 0.923(0.872~0.955) 0.823 0.790 0.613
3o #

I 2 g £ R o R R A B 3 T A [

1.oF
0.8
o 06T
E .l
0.2H ITIH4
— MCL-1
— PR A
0_ 1 1 1

0 0.2 04 06 08 Lo

1557

B 1 ifiy [TIH4 MCL-1 Fij AIS BiE N K i ROC £k 44T
Fig.1 ROC curve analysis of serum ITIH4 and MCL-1 in predic-
ting poor prognosis of AIS

B E AR PR AE R 149.49/10 7, | R R ASE T
IR 22.3% 2 ATS A B L2 g B R
IRy G 0t T B A L A5 A B S e S ot A, B
iy 210 e R R B A 2k S R A I A R K A,
HNAR LA IET R h B ANBOLEIR R EE R Z
—o TRAWIGE AIS B HLE, T4k BEA BITAL AIS T
JE B L bR S8, % T ALS B2 W A T A BOR
I AR S

ITIH4 J& 22 S IR 88 LRI R S5 ot HAE

R2 ARG AIS B FHERFAE LR

Tab.2 Comparison of pathological characteristics in AIS patients with different prognoses

WA TG B4 (n =98) BE ARW A (n=30) X/t P1H
FEBETFL (% £ 5,cm?) 3.06+1.12 5.39+1.28 9.637 <0.001
FESEHALL B (% ) ] B S5 44(44.90) 12(40.00) 0.224 0.894

R 30(30.61) 10(33.33)

155/ /NG 24(24.49) 8(26.67)
ABE 24 h NTHSS $E43> (% +5,43) 13.06 +3.42 20.47 £4.30 9.752 <0.001
B 3 4~ H MMSE 43 (% £5,4%) 26.17 +4.06 14.69 £3.90 13.674 <0.001
HBE 3 N MoCA 3743 (% £5,4%) 21.36 £2.55 15.50 +2.78 10.782 <0.001
ITIH4 (% +5, pug/L) 30.01 +4.96 5.09+2.12 26.723 <0.001
MCL-1 (% s, pg/L) 7.95 £1.69 4.02£1.30 11.709 <0.001

R4 M AIS FEBUS I Z R Logistic [11I5 7347

Tab.4 Multivariate Logistic regression analysis affecting the prognosis of AIS patients

S-S B1H SE {8 Wald & P1{H OR {8 95% CI
ITIH4 {5 0.383 0.124 9.540 <0.001 1.467 1.150 ~1. 870
MCL-1 fi§ 0.347 0.131 7.016 <0.001 1.415 1.094 ~1.829
IAE PN 0.473 0.162 8.525 <0.001 1.605 1.168 ~2.205
A% 24 h NIHSS #4315 0.568 0.183 9.634 <0.001 1.765 1.233 ~2.526
HiBE 3 4~ H MMSE $E43 2 -0.475 0.170 7.807 <0.001 0.622 0.446 ~0. 868
HBE 3 N MoCA 14315 -0.501 0.179 7.834 <0.001 0. 606 0.427 ~0. 861
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R AR AR 1, 2 50 P R A Gl 40 b 3
AR VR AR, 5 R | 8 I N RO I
SR AR B, L TTIHS HE 65 i3 N 21
24U AIS SHEIHRME RN, 5 AIS A A TIRERE A
S, VB TE Y R e ATS BB TS 9 I A bR
P ARHFGE R, ATS BRI TTIHA KERAR, I 5
BN R G, 7R ITIHA BRRARS 542 E AIS
P ok B, 5 WA I i R A B S B I AR 4 R —
O T HLEIA  ITIHA /5 — B IR 7, 7600 ik
ML LA E T . RT3 0, ITIHA 1y —
TohORHE 2 11 RN A P D o) ) e o 3 R 4 R 1 il
TR 56 20 DR T~ S 1 2T 4 A B s 2 i A0 35 %, i
PP B Bk oA A Ak 1) e A, et el bR 2 fok o, A e A
B, BEAR R O 05 B BN KO I A = R 19 & A R
(100 ALS HH LYY ITIHA PRI hn g SR AL A T
o I 6 SEAR R AN IR -1 43 06, INEE AIS fEE
ARSI S AR B, S B ALS SR FIG I N . ASHF
ZErh  ALS H I3 ITIHA 5 MMSE $F4 . MoCA 43
BIEAHSE, $ER ITIHA REAC N AIS B35 N HI T RE
Bafis . AP HE R ITIHA (1 REAR AL 3 AIS J5 #£2 0
BT, e AIS B H N T RE R %, A %< & UE 5L,
ITIHA BEMEANHI A 6 [N 8 LANEK 17A S
RN MR T 1 77 A 3R ATS s HERMAOE AL, 9T 5 4
JHuS M B IR B ITIHA 28 V2 AW, BHL B Joi 240 i
HRMATOE 3Z 7 C5aR1, I 5% X 1 2 il 28 0T 1) 41 B 75
P, MmN BRI b s Bk 22 J5 6 h 25 T & bk i 5
ITIH4 , fig 235 k36 ALS B/ B 22 Th RE 30403 1 ™ B
TR EE T o ABFTE A, M3 TTIHA (%2 50
AIS H2% PG AN BL B9k 7 16 B PR 26, 48 7 6 00 I, 375
ITIHA /K745 Bl FoEAl AIS & WilJs. 2 o i,
ITIH4 FEAE M b 7 40 6 35 1L , 2 35 ok 40 i T
25, AR A SRR B v P 200 5 0 i 5 B v 1
P OEBEH I TS Ak 1N TR O AR ]
AIS %Azt ITIHA (AR 2 S 8O L R 4N A 11
o DL Rt A, 5 AT e RN, dn ik
7 | BRI A4 L 5 S 0 81 ks 2E U 7, e
e L 2 28 P R R A S Bk 5 X B 4 R
T2, SEAIS ERRTBUS™ .
MCL-1 gt LR o7 T NGk 1q21, HAE R
Bel-2 SRR 5L, fE A% T VR U8 T2 2 11 BH-3 B,
HAFEAPUIR T AW 222000, 5 g . DNA i fi1&
A2 e e P T A0 S B AR P AR S R ), R
e, AIS 35 I MCL-1 7K RN 5 B e 1 72
JEA O, $28 MCL-1 R AIRS 542 F AIS Bdm it .

AIS 1 MCL-1 (315 5% miR-106b-5p [ FEME, A
F 30 UG R il SE B UE S MCL-1 & miR-106b-5p
(A BB T U RS B, K v st ik P 2 1y e ot 2 i A
TR BB R4 21 miR-106b-5p 2R3k i & T,
miR-106b-5p (&A% MCL-1 1 B 4 Jf bk [ 9852 933k,
1 8 AR A Al % 3 e R 0 Aol 2 5 ) R Ak B B
P A T I R S T B B R A
g5, AIS B IML7E MCL-1 5 MMSE $£43 \MoCA $F45
FIEAIE, #2278 MCL-1 RN & AIS B A D BE
A, AT R A T X AEAE ) NI RN E A
R 5 H B DIEE, MCL-1 BE4% 38 L Jd e AIS Hhifg o
XM 2T, & HE i 2 AR P R 0% . BRgE R
e i P A A Sl AR e i i 20 2 R It 3 H MCL-
1 fg3508 BRI, 1 5 CAL HEMR M 2 T 17 1% R
R, K R B S 0 A R AR T R R H B, 1y
B AR ZE ol W i R UL 3 B R LY294002 YR T
Jei W B T LI 3 it/ Akl /8 S 45 1 it A -3 B A
S S, MCL-1 23K 1 3, D I 2 ot 28T e i
BEAAR SN RERERS ™ . ABFST I3 MCL-1
MR AIS B WU A KA 7 R &R R4
M MCL-1 KA B T 3Rk AIS & TG, 447
HIF A  MCL-1 [ AR RE RS P ] Wt/ B-14 2R 5
WA, WL R 4 8 R A 9 1Y/, 2 i SH-SYSY
FZ TR TR G SR, A2 328 i 41 2K b B f 22 3
RS PR o ARG 3 ITIHA \MCL-1 (A
T AIS TS AN K A2 Wil fe e mr , RIS 1TIHA |
MCL-1 Bt A5 RERE A 3 PEAS ALS fRE TS , I PR 15 A=
Al 22 1L ITIHA MCL-1 7K, %F AIS o B )a 3
AN A P2 Dy RE BRI L HEA T BUI , X T IS R R
fE 3 IR 25 T B A S T Hia 7 K bt vy, R nT
REkE B E W BUS  BRILEBR BT,

25 LR, AIS 35 G ITIH4 \MCL-1 7KK,
H.AIS fi 15, M3 ITIHA MCL-1 7K - FEAK 5 Sy B
o M ITIH4 \MCL-1 ZK~F 2520 ALS J8 35 TS 1Y
WSz A Z ITIHA MCL-1 BEE X AIS [ 1 Tl )s A
TR A T AN A, T BB ALS 1) 43 J2 48 BN T 1915
RS ARPUAEE —E R, R R A
BEis it NTHSS PR3 LK Bt 177 5 72 o %k 2 f9 mRS 3
Oy REAFAE—E IR 25 . H R AL 015w />
HAR B RIS A7 7E— B B Ay o 5 2 0
FEHR I IR AR R R 2 DR R S IE A
TRy, AE—2E 0158 AIS Hu& I ITIH4 \MCL-1 (¥l
) 25 58 AT V549 7 W TE U 25 o
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IV B 85 2R Lo SIRT6 A Sk s i % 1 2 Fp ) 2 0k
S EE =R i

T3, & M, 38 g e, i1 8 ik

FEETH . HRHR LA BEAERHMIF H (2019MSXM077)
YEH A7 401320 FEPCTTELRE X A R EEBERIGRE (e S0 be) M Ze N RO i VL)
WISIEH : 2EHE, E-mail : 123416781 @ qq. com

[# ZE] BHE SPradEsun ez (AIS) B3 g B3 2 L BHLE 6 (SIRT6 ) ik K H XTI K 75 1)
PEMEIE . Frik M 2019 4F 2 H—2021 4 2 HEP T E R XA R E B2 NEHS G AIS 35 90 ik AIS 41, LU
[F) 321 1 v 1 OB PR R 2 90 4811y Ak ATS 4, LATRIRAS 1 (N 90 Ay f X HR2H . W5 3 > AR4E AIS
BEBG 3 ATUE AR (n=24) FITRE RAFLH (n=66) o F) GRS 55 W% R g0k 0 i 385 -5 % & SIRT6 7K
Yo arHT ALS B TR R P 2R R AL B 45 2 (SIRT6 X AIS & BUR TEAE B, SR  S{dEExT Mt AIS 41
M¥E 452 SIRT6 K B EREAL (/P =25.013/ <0.001 27.571/ <0.001) , 5E AIS 41 45, AIS 41 B R AK (+/P =
31.808/ <0.001,36.440/ < 0. 001 ) , g fE %t B4 K Ak AIS 4l L8 22 RS2 & L (¢/P =2.559/0. 152 3. 113/
0.067) ; SAE W 21 | o iE W 2H B B ofE WP 2 ALS B I B 85 2 & SIRT6 AR R B K (F/P = 15. 234/ < 0. 001,
30.388/ <0.001) , 55 B 47041 A, 5 AS BL 4 ALS 2B 35 A5 56 T Ak  NTHSS $E40 5 15 , LT85 B 4% 2 % SIRT6
BAG (/1 =8.511.,22.826.3.592.,3.729 , P 15 <0. 001 ) ; i FE [ A A NTHSS 343 55 2 52 00 AIS 55 2R RIS iy ah 7
fER P Z [ OR(95% CI) =1.397(1.141 ~1.709) .1.363(1.076 ~1.728) ], Ifil 3515552 & SIRT6 &5 & 520 AIS R
BL S (A AR B2 [ OR(95% CI) =0.770(0.610 ~0.973) .0.709(0.549 ~0.915) ], (L7545 2 SIRT6 % Wi
BRA X ALS SBE AN RIS B0 9 AUC 430 R 0. 782.,0. 796 ,0. 886, Bk A 1Y) AUC K45 A S I AL BE (Z =
4.526.4.209,P 1] <0.001) ., £ AIS B F MU HE5HK SIRT6 FEAL, Pi# 5 AIS Wt ™ SRR A O, nl 1A T4l
ALS fB 3 UG LI A Whs S

(x@iR] St B R ; L ZBHEEE 6; S

[FESES] R743.3 [ EkERIRAE] A

Analysis of the expression and prognostic value of serum osteocalcin and SIRT6 in acute ischemic stroke He De-
ying* , Pan Chengde, Guo Furao, Jiang Side. ™ Department of Laboratory, People’s Hospital of Chongqging Banan District,
Chonggqing 401320, China
Funding program. Chongqing Science and Health Joint Medical Research Project (2019MSXM077)
Corresponding author: Guo Furao, E-mail: 123416781 @ ¢q. com

[ Abstract] Objective To analyze the expression of serum osteocalcin and deacetylase 6 (SIRT6) in patients with
acute ischemic stroke (AIS) and their evaluation value for clinical prognosis. Methods Ninety AIS patients (AIS group)
who treated in the Department of Neurology of People's Hospital Banan District from February 2019 to February 2021 were
collected, 90 patients with hypertension or diabetes treated at the same time were taken as the disease control group, and 90
healthy individuals were selected as the control group. Following up for 3 months, AIS patients were divided into a poor
prognosis group (r» =24) and a good prognosis group (» =66) based on their prognosis. Enzyme-linked immunosorbent as-
say was used to detect serum osteocalcin and SIRT6 levels. Multivariate Logistic regression analysis was used to analyze
factors affecting poor prognosis in AIS patients. The evaluation value of various indicators in evaluating the adverse prog-
nosis of AIS patients through receiver operating curve analysis. Results Compared with the healthy control group, the se-
rum levels of osteocalcin and SIRT6 decreased in the AIS group (/P =25.013/ <0.001, 27.571/ <0.001). Compared with the
non AIS group, the AIS group showed a significant decrease (z/P=31.808/ <0.001, 36440/ <0.001), while there was no sta-
tistically significant difference between the healthy control group and the non AIS group (#/P =2.559/0.152, 3.113/0.067). The
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serum osteocalcin and SIRT6 levels in AIS patients in the severe, moderate, and mild subgroups decreased sequentially (F/

P=15234/<0.001, 30388/ <0.001). Compared with the subgroup with good prognosis, AIS patients in the subgroup with

poor prognosis have larger infarct size, higher NIHSS score, and lower serum osteocalcin and SIRT6 ( x’/r =8.511, 22.826,

3.592,3.729, all P<0.001). Large infarct size and high NIHSS score are independent risk factors for poor prognosis in AIS
patients [ OR(95% CI) =1397 (1.141 —1.709), 1363 (1.076 — 1.728)]. Low serum osteocalcin and SIRT6 are independent pro-
tective factors affecting the poor prognosis of AIS patients [ OR (95% CI) =0.770 (0.610 —0.973), 0.709 (0.549 —0915)]. The
AUC of serum osteocalcin, SIRT6, and their combination for adverse prognosis in AIS patients were 0.782, 0.796, and 0.886,
respectively. The combined AUC of the two items was greater than their individual predictive efficacy (Z =4.526, 4209, P <

0.001). Conclusion The decrease of serum osteocalcin and SIRT6 in AIS patients are related to the severity and prognosis

of AIS, and the combination of the two can improve the predictive value of poor prognosis.
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Tab. 1

Comparison of serum osteocalcin and SIRT6 levels among

three groups of subjects

4 5l BiEL B R SIRT6
feRREXT B 21 90 50.13 £6.31 26.16 £4.23
4 AIS 41 90 48.26 +6.54 24.28 +4.15
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FAi4 232.061 393.501
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Tab.2  Comparison of osteocalcin and SIRT6 levels in AIS pa-
tients with different severity levels
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Tab.3 Comparison of clinical indicators in AIS patients with dif-
ferent prognosis

% B s RAEFIEAH FUE A R y
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Tab.4 Multivariate Logistic regression analysis on the prognostic

impact of AIS patients
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Tab.5 The predictive value of serum osteocalcin and SIRT6 lev-

els for poor prognosis in AIS patients
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Fig.1 Analysis of receiver operating characteristic curve for prog-
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RANTES |Resistin 7K1l LAA B AIS B HUS IIIME . R SRR AL thig, AIS 411y AAT RANTES  Re-
sistin K EFHE (1/P =16.897/ <0.001 ,20. 334/ <0.001 .17.775/ <0.001) ; L5 AAT .RANTES | Resistin 7K - 7£ %54 BF i
4 P FEE WA RIR IS (F/P =146.195/ <0.001,192.910/ <0. 001 .194. 396/ <0.001) , Fifii}i 90 d, LAA
T AIS (B3 159 BTG AN R R AEZN 38.36% (61/159) o s LAA B ALS F8 35 TS (4 57 A& B8 R 2 AR 1 m &
FEBEIR A BT NTHSS $E43 3401 AAT F+ & . RANTES F} 5 . Resistin 71 & [ OR(95% CI) =1.078(1.019 ~1.141) |
2.774(1.010 ~7.622) 1. 106 (1. 054 ~1.160) 1. 597 (1. 057 ~2.414) .1.136 (1. 059 ~1.219) 1. 097 (1. 035 ~
1.163) ] ; ifil7% AAT .RANTES Resistin 7K F J = B4 T LAA B ATS 835 U5 AN B 09 ROC i 4k °F 1 BL43 51 o
0.769.0.771.,0.766.0. 897 , = B4 1 M1 £&F AR T B0 T80 ( Z/P = 3. 484/0. 001 3. 416/0. 001 ,3. 230/0. 001 ) ,
518 LAA A AIS S5 IS AAT . RANTES  Resistin 7K - F 155 555 55 I M UE A K25 UJAH G, 107G AAT  RANTES |
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Relationship between serum AAT, RANTES, and Resistin levels and the condition and prognosis of patients with
acute ischemic stroke with atherosclerosis of large arteries Zhang Feifei, Zhao Jiaqing, Zhang Haigang, Yan Bin,
Zhang Dongya. Department of Neurology, Xianyang Hospital, Yanan University, Shaanxi Province ,Xianyang 712000, China
Funding program: Shaanxi Province 2021 Science and Technology Program Youth Project (2021QJ-716)
Corresponding author: Zhang Dongya, E-mail: 931903459@ ¢q. com

[ Abstract] Objective To investigate the relationship between serum alpha-1 antitrypsin (AAT), regulated upon
activation normal T cell expressed and secreted (RANTES), and Resistin levels and the condition and prognosis of patients
with large artery atherosclerosis (LAA)-type acute ischemic stroke (AIS). Methods One hundred and fifty-nine patients
with LAA-type AIS were admitted to the Department of Neurology, Xianyang Hospital, Yan'an University, from January
2022 to January 2023, and included them in the AIS group. 31 patients were divided into mild subgroups, 72 cases of moder-
ate subgroups, and 56 cases of severe subgroups according to the score of the National Institutes of Health Stroke Scale
(NIHSS) at the time of hospitalization. In addition, 84 cases of healthy volunteers who underwent physical examination in the
hospital during the same period were selected to be included in the healthy control group. After 90 d of follow-up, patients

with LAA-type AIS were categorized into 61 cases of poor prognosis subgroup and 98 cases of good prognosis subgroup
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according to the modified Rankin Scale score. Multifactorial Logistic regression was used to analyze the factors affecting the
prognosis of LAA-type AIS patients, and receiver operating characteristics (ROC) curves were analyzed to predict the prog-
nostic value of serum AAT, RANTES, and Resistin levels in LAA-type AIS patients. Results Compared with the healthy
control group, and the serum AAT, RANTES, and Resistin levels were elevated in the AIS group (¢#/P =16.897/<0.001,
20334/ <0001, and 17.775/ <0.001). AAT, RANTES, and Resistin levels were elevated in mild, moderate, and severe sub-
groups in that order (F/P=146.195/ <0.001, 192.910/ <0.001, 194.396/ <0.001). At 90 d of follow-up, the incidence of poor
prognosis in 159 patients with LAA-type AIS was 38.36% . Independent risk factors affecting the prognosis of patients with
LAA type AIS were increased age, diabetes mellitus, increased NIHSS score on admission, elevated AAT, elevated RAN-
TES, and elevated Resistin [ OR©5% CI) =1.078 (1019 —1.141),2.774 (1010 —7.622), 1.106 (1.054 — 1.160), 1.597 (1.057 — 2414),
1.136 (1.059 —1219), 1097 (1.035 - 1.163)]; serum AAT, RANTES, Resistin levels and the areaunder the curve of the combi-
nation of the three predicted poor prognosis in patients with LAA-type AIS were 0.769, 0.771, 0.766, and 0.897, respectively,
and the area under the curve of the combination of the three was greater than that predicted alone (Z/P =3484/0.001, 3416/
0.001, 3230/0.001). Conclusion Elevated serum AAT, RANTES, and Resistin levels in LAA-type AIS patients are closely
associated with exacerbation and poor prognosis, and the combination of serum AAT, RANTES, and Resistin levels is of

high value in predicting the poor prognosis of LAA-type AIS patients.
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FEA B R B AL A0 IR G 92 W B 123000 & (G5 EK-
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1.4 Seit2: 757k 8 F] SPSS 28. 0 fil MedCalcl9. 3
FRAS A 53 A7 AL BRI o B0 AT Bl R (% )
For, SR X R8s 77 A IR 400 191182 8 R
xxsFoR 2 RS ZHRB LECRH ¢ 5 F Rk, 4]
PP LR LSD K 55 A o A T H it kL M(Q,
Q,) R ,2 HIA] AR U KB s 2 & Logistic 1115
S3HT LAA 7 AIS B35 TG R 2 5 32403 TAREARAE
(ROC) [ £% 4> H7 1L 75 AAT . RANTES | Resistin 7K - i
I LAA 7 AIS J 5 WS M. P <0.05 FERA
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2.1 {aFEXTREAL ALS 41175 AAT . RANTES | Resistin
Ko g SRR X B4 &, ALS 41 If s AAT,
RANTES | Resistin 7K-F-Fti (P <0.01) , L& 1,

2.2 I3 AAT,RANTES . Resistin 7K 1E A [6) 955 15
AIS B LA I3 AAT .RANTES Resistin 7K 78
RPRE WAL, PRl WAL R E PR KT
(P7<0.01), 132,

R EEEXT IR AIS 4117 AAT .RANTES | Resistin 7K -

HA (xxs)

Tab.1 Comparison of serum AAT, RANTES, and Resistin levels
in the healthy control group and AIS group

4 W B AAT(g/L)  RANTES(pg/L) Resistin( pg/L)

et R 84 2.92 +0.46 15.89 +4.45 18.91 + 4.83

AIS 21 159 5.54 +1.38 35.50 £8.22 39.68 £10.11

tH 16.897 20.334 17.775

P1E <0.001 <0.001 <0.001

F2 M3 AAT RANTES Resistin /K- 75 A [l f17% LAA % AIS

BH P

Tab.2 Comparison of serum AAT, RANTES, and Resistin levels
in patients with different conditions of LAA type AIS

(x%£5)

P %  AAT(g/L)  RANTES(pg/L) Resistin( wg/L)
R 31 3.76+0.92  24.93£3.94  26.42 +5.01
B4 72 5.30+0.80  34.63+4.74  39.01+5.07
FEWA 56  6.83+0.78  43.50+3.99  49.22 +5.94
F 146. 195 192.910 194.396
P <0.001 <0.001 <0.001

2.3 OR[AITUG LAA % AIS B IG IR ORI LI BT
90 d, LAA %I AIS % 159 i h #i 5 A K 61 i
(38.36% ) . 5 Hil e RLAFIV 20 HL 4%, R AS B0 41 4F %
TR PR L A g EE NIHSS F- 43 FlIfIL 3 AAT,
RANTES | Resistin K-F-5 % (P <0.05) , Hofl 8} 2 7.
HHRZEF TR E L (P>0.05) , L% 3,

£33 PURARWASHUS RIS E IRIRTOR L

Tab.3 Comparison of clinical data between patients in the poor prognosis subgroup and good prognosis subgroups

moH WG RIFW A (n=98) TG AR WA (n =61) XU Py

P 1% ) ] % 68(69.39) 40(65.57) 0.251 0.616
e 30(30.61) 21(34.43)

TS (% x5, %) 61.51 £10.21 67.33 +8.38 3.735 <0.001

AR [ (% ) ] [/eli] 36(36.73) 23(37.70) 0.015 0.902
2 R 39(39.80) 27(44.26) 0.309 0.578
O RS 5( 5.10) 4( 6.56) 0.001 0.973
TR 8( 8.16) 5( 8.20) 0. 000 1.000
Ve 13(13.27) 18(29.51) 6.320 0.012
(=i R ML AE 42(42.86) 28(45.90) 0.141 0.707
LR 46(46.94) 38(62.30) 3.558 0.059

ABERS NIHSS #7453 [ M(Q, ,Q5) , 53] 11.00(3.00,20.00) 27.00(10.50,31.00) 5.605 <0.001

S KA TC(x +s, mmol/L) 4.12 +0.81 4.29 £0.78 1.305 0.194
TG[M(Q,,Q;) ,mmol/L] 1.43(0.65,2.40) 1.60(0.70,2.80) 1.516 0.129
HDL-C (% 5, mmol/L) 1.11 £0.20 1.06 +0.32 1.213 0.227
LDL-C(% +s,mmol/L) 2.46 +0.69 2.59+0.71 1.142 0.255
SCr(x =5, pmol/L) 75.33 +£30.34 80.53 +33.64 1.008 0.315
UA(x +5, pumol/L) 274.36 +97.33 293.42 £99.07 1.193 0.235
BUN(& %5, mmol/L) 4.95+1.75 5.26 +1.86 1.057 0.292
AAT(x £5,g/L) 5.131.10 6.20 +1.52 5.113 <0.001
RANTES(Z £, pg/L) 32.71 +7.77 39.99 +6.86 6.002 <0.001
Resistin(x + s, ug/L) 36.31 +9.21 45.08 £9.16 5.849 <0.001
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&4 P LAA B AIS [BE S Y Z2 R Logistic [AI5 5047
Tab. 4

Multifactorial Logistic regression analysis affecting the

prognosis of patients with LAA type AIS

ES I BIE SEfH Waldf§i P{H OR{H  95%CI
ARIEIE N 0.075 0.029 6.921 0.009 1.078 1.019 ~1.141
A IR I 1.020 0.516 3.916 0.048 2.774 1.010 ~7.622
NTHSS §F4044Hm 0. 101 0.025 16.720 <0.001 1.106 1.054 ~1.160
AAT T+ 0.468 0.211 4.939 0.026 1.597 1.057 ~2.414

RANTES Tt

Resistin |75

0.128 0.036 12.735 <0.001 1.136 1.059 ~1.219
0.093 0.030 9.683 0.002 1.097 1.035~1.163

2.5 IfiL75 AAT.RANTES Resistin 7K 7] LAA 7
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Tab.5 Predictive value of serum AAT, RANTES, and Resistin
levels for poor prognosis in patients with LAA-type AIS

P L
& HbE AUC 95%Cl  HURE FrRE ok
AAT >5.47 ¢/L. 0.769 0.695 ~0.832 0.852 0.694 0.546
RANTES  >36.61 pg/L0.771 0.697 ~0.833 0.803 0.776 0.579
Resistin >40.25 pg/L0.766 0.693 ~0.830 0.771 0.714 0.485
—“HBA 0.897 0.839 ~0.940 0.918 0.776 0.694
33 i
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Fig.1 ROC curves of serum AAT, RANTES, and Resistin levels

for predicting poor prognosis in patients with LAA-type AIS

kSRR LAA 74 ALS A3 (R B IR T AT J
KIRETE T B % A e 5CEL 2 1 Dk v i 25 8, [R) s 43
FEE PR 22 D DR A 5 A7 S PR Y AT
B I REZEELAS , nT 5 M 2 D RE - UCEAL , 4R il
B R FE T KB L DR I3l L) SR T
B A bRy, LA AERG ML PEAS LAA B AIS ¥
I I AT o

AS J& LAA 7Y AIS () 5 %295 B AR A, S R v I
R AR ZETL AL PR Al g 1545 2
FRBL , Herp e P ROy SR AR 3805 RS ) L P B 6455
JE AS HREHPI R . AAT 2 phy TR R A 43 38 1) — Fof
24 G TR R A I R 5R) , B 38 1 sl rp MR 41 46 A
Jo R ORI il 2% 5 - B 55 30 [ 16 A T A BT R AE
F, 2P AAT T w5 2 0 HE 48 v R i B
AAT Bed ik BH 1k 28 M 4 B 4 100 78 P e iR A B3k,
MR HERT AS FEHID . 76 B8/ 2 R S 5 # K
N R A0 B A A R v AN AAT B8 DL AR A 14
ST AL B, TR P R T . B S AAT
F14) o % T T B 1A T A L R 8K v 28 B s 2 1 R BB
PEE SR APTRAE ST T 5 % B IR A AR i e
AS FFPENS S B — TR EPERT SRS Y I s AAT
JKV-5 LAA 7 ALS FR 35 B K ok AF Al Ak 1 far 522 1TEAH DG
SR TN LAA B ATS B 50 i Rl s, A
IR 455 R LAA 70 AIS B 15 AAT 7K F-Ff 25 9%
TN T SE—A T, JF FLA i LAA R ALS H5 T
JEAS RN . B AT RE SR AAT X5 564k h ik ik 7= 2 g
SEIEASE, BTS2 ALS &A= H OAAT A R 201 W b
FEAERME RN R T &, AR R T R, I



- 444 - SEMEIR 2L AR 2024 45 4 H 5523 #5554 ] Chin J Diffic and Compl Cas, April 2024, Vol. 23, No. 4

B AR T B LS A 2 A7, S BUR F RS
JNEANTE A R

Ak R AR R — 2R e A oy 20 i 245 Tl B 1 T
BEMI /NI N 7, 2 5 AIS KRB R B4R,
RANTES J&H{GALAY T 40 A6 . b 57 200 Jf 55 43 0 7y —
AR RBiE T 45 G H 2K C-C P A+ 2K
1/3/4/5 S5 kaAk S 58 240 i 28 4 1k 2 1o 38 43 , g ik 4% 1
P AR 8 P S L A T o R R M R A /N B
Kk RANTES 41k 5T £ (4 i o 20 it L 155 e 4 i =
EBNBKTROL, W50 58 VS AR AS s kA T
B RANTES 1,188 fb 5 A% 40 i 3 7% 22 00 457 B , 461 43 1
BN B LU AS B R A BF SR EDY
RANTESZK V- i J2: i s ok e A 0 Ak e 45 & A= 19 2 57
fER 2 . ARBFFTSEH BR, LAA £ AIS (83 1L
RANTES 7KF-F+ &5 59 15 N8 A 5, IF H & h i 34
PG AR XU, W BB & RANTES J & BE4s & C-C 3
JPatb A 73z 4K 1/3/4/5 38 3 R M A E AS B
JIG, 2 TN AR 2 2 R i SR PR S BUR N I
FIFUG AN B ; [A] i RANTES 38 G842 1 /I i 57 40 e L 2
T J52 T 40 L 55 ol 22 200 B 46 1 A o R I, A1 ol S0 R
SIS IR 2 700 A i O R IR, B 1
AL FFUG A BRUR: 3>

Resistin & =% oy BRLAZ 41 f 1) 5 0k 40 A 43 B 3R
IR —FE S MR R 4 Ve B 1, B I 4 Jin s A
i)t S I U TS e O 2 ke
T AR R AR T RIE S G R R, e
NEMEFEEE ST A 1 B R AR /N B AS BRI R
Resistin B I 5 46 7F 2 07 LA 41 AS ke [a] i}
Resistin i HAG 977 111551 T LA At 2 780 4 R VE
A 3o 375 5 1045 S W JUL 40 it 054 g R RS AR 0E AS &
AT Lee S5 BIFST R BR, ALS SR M Resis-
tin 7K TH i, ELAH At TOAST W7 Y %, LAA Y
AIS B3 L7 Resistin ZKF 1 m . ARWFSE4E5 R PR,
LAA 5 AIS 235 1% Resistin 7K - [ 25 9% 155 00 22000 F+
L, A5 WE AR EA A K. R B2 Resistin J
o Al VR S AR PR S A AR 1 N AN T i A P
T LN e R 55 At F AS & R, I e AR I AR £ e
SEORTEINEMTE AR 0o, AE 753 R MR
[ K A, Resistin 18 BEIE Toll #f 32 (5 51 %,
B AN 28 R G R A SO, TR G SR 10 28 T R g
T IR S5 175 3 S i s >

ARMWFFTLE TR K B, AR RGN A I PR A B
B NIHSS ¥ F st 2 52 e LAA B AIS (835 Tl 1Y
M7 fE R R 2R 25 5 R R ] BB A7 i AR 1) B T R

P 2R IR , N2 106 10048 D RE T 22 , PR BL LS AS
SO SA =Y 97 S I BB UK AW -t REA R 8 A= W 4
7 P TR e 2 3 0, S SIS AS KL 5 NIHSS ¥4 T 5
J W 2 D RE Bl B R, I P Y &
JEARTFFT 45 S R, L7 AAT Wil LAA B ALS
PEARR AUC & 0.769, [fiL i RANTES Fiijillpg AUC
J3 0. 771, Ifi17E Resistin H Y AUC 2 0. 766, AAT .
RANTES ,Resistin B¢ T LAA %I AIS fRE Fim A R
f) AUC 7 0. 897 , K FIfiL i AAT .RANTES | Resistin 7K
SRR 1 BH EE S R I 1L 3 AAT , RANTES | Re-
sistin 7KV e HE— 254 THH T A B

2% R, LAA B AIS B3 1175 AAT . RANTES .
Resistin 7K -} 5 55 95 15 Jin = 2 D) AH 56, I HL 52 i
LAA I AIS BB W5 B9 2 37 fG B [ 2R, I3 AAT,
RANTES |Resistin 7K-F-I5¢A A6 LAA B AIS F8 35 il
Ja AR R E R o ARFRAFELL T AR ZAL:
(1) 520 LAA A AIS H35 WS IR 2R 2 4, AR5k
PRI R Z 0] BEAEAE — 2 R BR M, LA 5% i T 3k A
I, 2 58 LAA Y ALS B8 35 JE | FNYA 7 3 22 v i 3
AAT .RANTES | Resistin 7K (1) 8l 25 28 1k, 1 75 K A 40
AT Z K, 58 35 K DU B B) 5 0, 8 — 25 DL 4 #r o
(2) AHFE 8 T PO B AR IR . — , HFEAS
ANK, BT [R50, P RE A7 7E 226 £, 30 17 A K g
A TR 2 0 I B S 1 BEF 5% 2R I B
AR DAE—2 300IE . (3) AP AR T 1L AAT,
RANTES ,Resistin /K755 LAA %I AIS f #9515 &% W5

(5 2, HHAARAE FIAL A 4 75 5 22 i PR A S Ak 52 6
—

P 2R ST T VR PR W JCA £ iR

1EETakE

SRIAEIE SRR ST B, STE T T AT AR I8 U S VB
AR R IR AR, BERHE AR TR R R B IR
MG 45007 5 1k R I RIS %6, 18 SCH A%

5% 3k

(1] rhEA RS hEA RSN A4, PRI P R 2 & 4R
PR S AR 2 B S A A SR A A I A R
¥ b [ F5 g 2023 [J]. P E 25 4k 75,2023, 18 (6) 1 684-711.
DOI:10. 3969/j. issn. 1673-5765.2023. 06. 010.

(2] ol i A e e S B i i i 5 2. o O o e R 5 R 41
2022 )L [ J ], E A A O R A 2% 7, 2023 ,31 (7)) 1 485-
508. DOI:10. 3969/j. issn. 1004-8812.2023. 07. 002.

(3] &, AR, KT, 55, LV PRI/ B 2 H LA -5 K3l ks A A
A AR v e e R R R U A A DG [0 T G 1 A 95
Jui,2023, 31 (5) ; 332-338. DOI; 10. 3760/cma. j. issn. 1673-
4165.2023.05. 003.

[4] Jebari-Benslaiman S, Galicia-Garcia U, Larrea-Sebal A et al. Patho-



BEABiR % i 2024 4F 4 H 55 23 #2455 4 1]

Chin J Diffic and Compl Cas, April 2024, Vol. 23 ,No. 4 - 445 -

[5]

(6]

[7]

[8]

[9]

[10]

[11]

[12]

[16]

[17]

physiology of atherosclerosis[ J]. Int J Mol Sci,2022,23(6) :3346.
DOI:10. 3390/1jms23063346.

G, B ol -HUBRAR 1 S 3 DR R R RE AL K e O FR
W], AR BE25,2018,58 (17) :94-97. DOI; 10. 3969/j.
issn. 1002-266X. 2018. 17. 030.

Liu Q, Cui P,Zheng K, et al. SERPINA1 gene expression in whole
blood links the rs6647 variant G allele to an increased risk of large
artery atherosclerotic stroke [ J]. FASEB J,2020,34 (8):10107-
10116. DOI:10. 1096/1j. 201903197R.

Bakogiannis C, Sachse M, Stamatelopoulos K, et al. Platelet-derived
chemokines in inflammation and atherosclerosis[ J]. Cytokine, 2019,
122:154157. DOI:10. 1016/j. cyto. 2017.09.013.

A AT ARBL, 2. S T 40 B0 AR 20 0 [ 7 HMA
Clq MR RSER FAHOCHEE I 1 N R 4 B B 2R 1-3 7E R
SRR AT A O G T ek M SCLT T IR R %2 B2 4% %, 2021,
49(10) :1157-1159. DOI.10. 16680/j. 1671-3826.2021. 10. 26.
Zhou L,Li JY,He PP, et al. Resistin ; Potential biomarker and thera-
peutic target in atherosclerosis[ J]. Clin Chim Acta,2021,512.84-
91. DOI;10. 1016/j. cca.2020. 11.010.

FEUERE, XA, 2. (M3 Lp-PLA2 HRHTE IRk R ACE X
A AR P AR RS R AR AN (E [T ] Py s
SEA IR MAF 245 ,2022,20(10) ;1 1875-1878. DOL: 10. 12102/
j-issn. 1672-1349.2022. 10. 036.

Kwah LK, Diong J. National institutes of health stroke scale ( NIH-
SS)[J7. ] Physiother, 2014, 60 (1) :61. DOI; 10. 1016/j. jphys.
2013.12.012.

FAR B e B 2 2 A0 o, AR R 2 e Pl 20 o 2 G L
. E 2SO IS 1R R 2018 [ )], R ER 2R e
5,2018,51 (9) :666-682. DOI: 10. 3760/ cma. j. issn. 1006-7876.
2018.09.004.

T, R AR [R) TOAST 43 B 2P it M i A< o 297 46 e
KA g Ml s [ 1], e iFBE24,2022,34 (11) : 1565-1570. DOL:
10.3969/j. issn. 1672-3511.2022. 11. 002.

X AT, IS T, 45 DKok AT G fh B S fii 1 46 £ 35 T
JEASCER R RG], P IE S IR K, 2022,38 (6) :521-
526. DOI:10. 3760/ ¢ma. j. ¢n101721-20220801-000329.

[ R 22 B e BT B R PR R oL R A rpet 2. SR
PEAS P R IR YT BT BTN S OO R F AW T]. PR
3, 2021, 16 (7) :705-715. DOI; 10. 3969/j. issn. 1673-5765.
2021.07.012.

Sun R,Xu Z,Zhu C,et al. Alpha-1 antitrypsin in autoimmune disea-
ses: Roles and therapeutic prospects [ J ]. Int Immunopharmacol,
2022,110:109001. DOI;10. 1016/j. intimp. 2022. 109001 .

Feng Y,Hu L,Xu Q, et al. Cytoprotective role of alpha-1 antitrypsin

in vascular endothelial cell under hypoxia/reoxygenation condition

[18]

[19]

[20]

[21]

[22]

[23]

[24]

[25]

[26]

[27]

(28]

[29]

[30]

[J].J Cardiovasc Pharmacol ,2015,66 (1) :96-107. DOI: 10. 1097/
FJC. 0000000000000250.
Segal L, Lewis EC. The lipid ties of al-antitrypsin: Structural and
functional aspects[ J]. Cell Immunol,2022,375:104528. DOI: 10.
1016/j. cellimm. 2022. 104528.
Mahta A, Yaghi S, Reznik ME, et al. Serum alpha-1 antitrypsin in
acute ischemic stroke : A prospective pilot study[ J]. J Clin Neurosci,
2020,76:20-24. DOI:10. 1016/]. jocn. 2020. 04. 074.
TR KRR, S s, A ol - AR T O I 9 R Y
WEFEHEREL T ], L B 5, 2023 ,21 (1) :67-71. DOIL: 10.
3969/j. issn. 1672-5301.2023.01.013.
JEFTBR, PMEE AT, 4. B PR RS T S A R 0 5T
R[], v A8 4500 il I 45995 24 7, 2023 ,25 (4 ) : 443445, DOL:
10.3969/j. issn. 1009-0126.2023. 04. 027.
Blin MG, Bachelier R, Fallague K, et al. CD146 deficiency promotes
plaque formation in a mouse model of atherosclerosis by enhancing
RANTES secretion and leukocyte recruitment[ J]. J Mol Cell Cardi-
01,2019,130.:76-87. DOI10. 1016/j. yjmce. 2019. 03. 017.
Jongstra-Bilen J, Tai K, Althagafi MG, et al. Role of myeloid-derived
chemokine CCL5/RANTES at an early stage of atherosclerosis[ J]. J
Mol Cell Cardiol,2021,156:69-78. DOI; 10. 1016/]. yjmce. 2021.
03.010.
Guo Y,Kong Q,Zhang Y, et al. Elevated RANTES levels are associ-
ated with increased risk of cerebral atherosclerotic stenosis[ J]. BMC
Neurol ,2023,23(1) ;39. DOI10. 1186/512883-023-03079-9.
Lin J,Xu Y, Guo P,et al. CCL5/CCR5-mediated peripheral inflam-
mation exacerbates blood-brain barrier disruption after intracerebral
hemorrhage in mice[ J]. J Transl Med,2023,21(1) :196. DOI:10.
1186/512967-023-04044-3.
XS Ve, =5 4 , WA 3ESEAB KNS Apok-/-/INERL B Bk ik B 1 1k
MVEHCPTR MsZmT [ )] . i B2 540, 2019,16(13) :4-7,11.
Heun Y, Graff P, Lagara A, et al. The GEF cytohesin-2/ARNO medi-
ates resistin induced phenotypic switching in vascular smooth muscle
cells[ J]. Sci Rep,2020,10(1) :3672. DOI;10. 1038/s41598-020-
60446-7.
Lee KO,Lee KY,Lee CY et al. High serum levels of resistin is asso-
ciated with acute cerebral infarction[ J]. Neurologist,2021,27 (2) ;
41-45.DOI;10. 1097/NRL. 0000000000000362.
Miao J,Benomar Y, Al Rifai S,et al. Resistin inhibits neuronal auto-
phagy through Toll-like receptor 4[ J]. J Endocrinol ,2018,238(1) :
77-89. DOI;10. 1530/ JOE-18-0096.
TREETE  ASCHT, AR IDE -, 55 SR Ak AR Hh B T A A . HLER
2 HEGETRER  He A (D). R CT 1 MRI 25,2023, 21
(7) :24-26. DOI;10. 3969/j. issn. 1672-5131.2023. 07. 008.
(Wi B #2023 - 11 -27)



- 446 - BEXEf R 24 AR 2024 4FE 4 A5 23 %554 #] Chin J Diffic and Compl Cas, April 2024, Vol. 23, No. 4

[DOI] 10.3969 / j. issn. 1671-6450.2024. 04.012 WE - mR

IMLF SIRT1 TGF-B, ik SR 17 M IEMEE P78 AE B
Yy fie B A5 95 B AR P43 B AR S o

ik, AR RE AR

HAETH . BRDAMEREZ U3 ) 4 E &SRS H (YGFE9S89)
YR A7 : 032200 LLPS 2 Uy BH B B ) 405 5 4 AR
WEEE . S5, E-mail ; gclwsz1001@ 163. com

(# ZE] B SPriETEE BT F (SIRTL) Fefb A K F B, B A (TCF-B, ) FKik HiR 17 MM
BeAHE (DLSS) H A DI Be i1 B S SR PE A A Gt . 73k 8 2020 41 10 H—2023 4 10 H 1117545 ¥ FH 2= B Al
P58 HARA ) DLSS 35 86 fiIfE DLSS 4, K45 Oswestry HEE 2 B W ftt 45 £ (ODI) K 835 43 i v 2 D g s i
WA (n=50) KEEDRERAR WA (n =36) ; [FI B Befilt B AR5 85 B/E g mxt fa o UCAE 2 2 R ORE, T £ i
TR B TCRE T 22U R AL (TRCSA ) B Z 2 LRI AL ( TCSA) |, 1184 TRCSA/TCSA AR 5 5F FH Ik £ 93¢
W B (ELISA) Aar U 32 46 5 1fiL v SIRT1 TGF-, Bz s A2 5 bR B BT 2 (ACTH) 7K 5 >R il ODI {74k 32 46 35 g
Tfg R ; K A SE B P43 (VAS) PEAli 52 K6 5 9 90 B2 2 ; Spearman 75 A8 G M 43 17 I3 SIRT1  TGF-B, KTV 5
ODI 8505 VAS TE43rIAH A, ; 2R K Logistic [M1IH/347 DLSS BAEMZME R, 4R DLSS 483 TFCSA [TFCSA/
TCSA JzIfi# SIRT1  TGF-B, /K- & 2 I F @ HE X I 4] (¢/P = 8. 696/ < 0. 001 6. 669/ < 0. 001 ,38. 323/ < 0. 001 ,
22.313/ <0.001) , 52 Jiifs . ACTH (ODI 4841, VAS 143 5 T e X B 41 (+/P = 57. 280/ < 0. 001 ,58. 495/ < 0. 001 ,
48.583/ <0.001,53.355/ < 0. 001 ) ; 15 5 v BF Th RE R 5 0. 41 LL %5, 7 BF o) RE B % 37 4L 1ffL 3% SIRT1, TGF-B, . TFCSA |
TFCSA/TCSAZK-FEAK (¢/P =13.834/ <0.001 4. 684/ <0.001 3. 520/0. 001 .5.418/ <0.001) , fz §i it . ACTH ,ODI #§
¥ VAS $E4F 55 (1/P = 6. 168/ < 0. 001 2. 355/0. 021 ,15. 784/ < 0. 001 . 11. 004/ < 0. 001 ) ; FH 2Pk 4> H1 W, 10037
SIRT1 .\ TGF-B, 7K 5 ODI 5%k VAS PEAF AR (r = - 0.534, - 0.577, -0.602, —0.556,P ¥ <0.001) ; L §
SIRTI1 & TGF-B, 57K T2 DLSS kA R4 B2 [ OR(95% CI) =0.687(0.491 ~0.961) ,0.547(0.401 ~0.746) |, iz
i ACTH 25 ODI #8515  VAS 43 55 & DISS KA MER 2 [ OR(95% CI) =2. 468 (1.200 ~5.077) 2. 673
(1.162 ~6.148) 3.345(1.165 ~9.602) .3.123(1.457 ~6.694) |, #5i DLSS 3 i SIRT1  TGF-B, /K T A%,
55 ODI #5454 F VAS 14y 2 fAH ¢, /& DLSS KAE M m R,

(RiR] WM IS IR AT M LRGSO I 7 s e Ak A KRR B, 2 1 DU RB AR F6 450 IR T2

[FESES] R681.5 [ cEktRiREE] A

Correlation analysis of serum SIRT1 and TGF-p, expression with functional dysfunction index and pain score in pa-
tients with lumbar spinal stenosis Feng Haitao, Tian Youyong, Zhao Dun, Guo Chengliang. Department of Trauma and
Spine , Shanxi Fenyang Hospital, Shanxi Province , Fenyang 032200, China
Funding program . National Key Subjects Program of the 14th Five-Year Plan of the National Health Commission ( YGFE9889)
Corresponding author: Guo Chengliang, E-mail. gclwsz1001@ 163. com

[ Abstract] Objective To analyze the correlation between the expression of serum silence-information regulatory
factor (SIRT1), transforming growth factor B, protein (TGF-@,) and dysfunction index and pain score in patients with degen-
erative lumbar spinal stenosis (DLSS). Methods A total of 86 DLSS patients admitted to the Trauma and Spinal Department
of Fenyang Hospital in Shanxi Province from October 2020 to October 2023 were selected as the DLSS group. According to
the Oswestry Low Back Pain Dysfunction Index (ODI), patients were divided into mild to moderate dysfunction subgroup
(n =50) and severe dysfunction subgroup (n =36). In the same period, 85 healthy subjects in hospital were used as healthy
control group. The clinical data of 2 groups were collected, and the total adipose multifidus cross-sectional area (TFCSA)
and total multifidus cross-sectional area (TCSA) of all subjects were measured, and the ratio of TFCSA/TCSA was calculat-
ed. Serum levels of SIRT1, TGF-B,, cortisol and adrenocorticotropin (ACTH) were detected by enzyme-linked immunosorbent
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assay (ELISA). Low back pain dysfunction was assessed by ODI. Visual analogue pain scale (VAS) was used to evaluate
the pain degree of the subjects. Spearman method was used to analyze the correlation between serum SIRT1, TGF-$, level
and ODI index and VAS score. The influencing factors of DLSS were analyzed by Logistic regression. Results The levels
of TFCSA, TFCSA/TCSA and serum SIRT1, TGF-f, in DLSS group were lower than those in healthy control group (¢/P=
8.696/ <0.001, 6.669/ <0.001, 38323/ <0.001, 22.313/ <0.001). Cortisol, ACTH, ODI index and VAS scores were higher than
those of healthy control group (z/P=57280/ <0.001, 58495/ <0.001, 48.583/ <0.001, 53.355/ <0.001). Serum levels of SIRTI,
TGF-B,, TFCSA and TFCSA/TCSA were decreased in the severe dysfunction subgroup compared with the mild to moderate
dysfunction subgroup (#/P=13.834/<0.001, 4.684/ <0.001, 3.520/0.001, 5418/ <0.001). Cortisol, ACTH, ODI and VAS scores
were increased (¢/P=6.168/ <0.001, 2.355/0.021, 15.784/ < 0.001, 11.004/ < 0.001). Correlation analysis showed that serum
SIRT1 and TGF-, levels were negatively correlated with ODI index and VAS score (r= -0.534, —0.577, —0.602, —0.556, all
P<0001). High levels of serum SIRT1 and TGF-@, were protective factors for DLSS [ OR(95% CI) = 0.687 (0.491 — 0.961),
0.547 (0401 —0.746)]. High cortisol, high ACTH, high ODI and high VAS score were the risk factors for DLSS [ OR(95% CI)
=2468 (1200 - 5.077), 2.673 (1.162 — 6.148), 3345 (1.165 —9.602), 3.123 (1457 - 6.694)] .Conclusion Serum SIRT1 and TGF-

B, levels decrease in DLSS patients, which are negatively correlated with ODI index and VAS score, and are influencing fac-
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tors for DLSS.

[ Key words] Lumbar spinal stenosis,degenerative; Silent information regulator 1; Transforming growth factor-p, pro-

tein; Dysfunction index; Pain score
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(1 K T, T S R R H % A% . DLSS
(14 995 55 9 1 S I LA K I YAV AR B i A S, o 3 el A
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£} DLSS 41, 4k i Oswestry 295 ) fit e 15 45 %% ( ODI
FEHO 4y fe v BE T R RS 5 .41 (ODI $5 %k <24,
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TEPR IR0 = I A A 1) 4t B 5 85 481 47 Ay fit B Xof HRL 24
AW E & KA E B E NS
(20208160521 ) , 57 124 # 8% 5 Ja 1145 [A) 2 00 2 28 A
FE.
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1.4 ZEitsJrik SR SPSS 21. 0 Geit 843 pr kb
PR . TTHECROR OB % (% ) o, 2 A TA] b 3K
KX KR IEAA R YR v £5 FoR,2 4110
Bl LR T ¢ 45565 Spearman 25 AH 5C M 43 AT 1ML 1
SIRTL [TGF-B, 7K~F- 5 ODI 5% J¢ VAS T 43 By #H ¢
PE; ZH K Logistic [01H 438 DLSS & Az (152 1 [F %
P <0.05 Fm 2 m A5 L,

2 & R

2.1 2 AR R KR Z RIS EZR LK 24
FEPEN AFY BMI TCSA B3 52 OB JRI L 5e 0005 < 55
I ) (R ST BB O T LA, 22 F RS eE E X
(P>0.05),DLSS 4 i 3 TFCSA } TFCSA/TCSA 7K
AR TR BRZH (P <0.01) , WLk 1,

R RFIRLLS DLSS 4l PR YOk M MR 2 RNUE 522 5%
R

Tab.1 Comparison of clinical data and morphological differences
of lumbar multifidus muscle between healthy control group
and DLSS group

e W DA

BIHI(%) ] 48(56.47) 46(53.49) 0.154 0.695

HER (2 x5, %) 57.86 £6.05 58.67 £6.12 0.870 0.385

BMI(its,kg/mz) 23.76 £2.81 23.45£2.54 0.757 0.450

T BERG  45(52.94) 47(54.65) 0.050 0.823

[(HI(%)] 50 41(48.24) 43(50.00)  0.053 0.817

EiLE 42(49.41) 39(45.35) 0.283 0.595

W 2 [ 4 (% ) ] 53(62.35) 55(63.95)  0.047 0.828

RIS (%) ] 50(58.82) 48(55.81) 0.158 0.691

TFCSA(% +5,cm?) 1.32£0.21 1.06 +0.18  8.696 <0.001

TCSA(x +5,cm?) 1.56 £0.25 1.53 £0.24  0.801 0.425

TFCSA/TCSA(x £s)  0.85+0.18 0.69 £0.13  6.669 <0.001

2.2 2 @IfiE SIRTL TGF-B, | F5F5 /K1~ ODI 45
B VAS R4y % DLSS 4 i3 SIRT1  TGF-B, 7K
SR T X IRZL (P <0.01) , fz i, ACTH , ODI i
H VAS PFor 2 THERR X IRZH (P <0.01) , L3 2,

2.3 A[FZhRERE T 8 2 UL 285 22 7 b i
SIRT1 \TGF-B, /K-F- BLEFEIR A R rh B D) RE Feht

F2 EHEXIIRALY DLSS 41 SIRT1  TGF-B, L ¥4 b5 7K

F- .ODI 4550 S VAS PRAFHAL (2 s)
Tab.2 Comparison of serum SIRT1, TGF-B,, stress index, ODI
index and VAS score between healthy control group and

DLSS group
R RREXT B2

DLSS 4|

# (n=85) (n=86) ‘H PH
SIRT1 (ne/L) 2.22+ 0.28 0.96+ 0.12 38.323 <0.001
TGF-B;(ng/ml)  7.86=% 0.85 5.25= 0.67 22.313 <0.001
JZ P (mmol/L) 12,56 = 1.38 40.13 = 4.22  57.280 <0.001
ACTH(ng/L) 235.41 £24.18 736.45 +75.22 58.495 <0.001
ODI $8%% 9.87+ 1.13 28.84+ 3.42 48.583 <0.001
VAS 1743 (41) 1.36+ 0.27 5.27+ 0.62 53.355 <0.001

WA I 3 SIRTL, TGF-B, , TFCSA , TFCSA/TCSA /K
T H B RE R AV 4 (P <0.05) , J2 5 B ACTH
ODI 455 VAS 73 B I T 5 B DY E R 41 (P <
0.05), %3,

R3 AFIIBERLAT DLSS &4 I 2 U 25 22 57 Kl 3

SIRTL TGF-B, /K- BLIMAEHR AL (v +s)
Tab.3 Morphological difference of lumbar multifidus muscle, ser-
um levels of SIRT1, TGF-B, and stress index in DLSS pa-

tients with different dysfunction

BB R i

A WAL(n=50) E4L(n=36) P
SIRT1 (/L) 1.12+ 0.15 0.74+ 0.08 13.834 <0.001
TGF-B,; (ng/ml) 5.54+ 0.71 4.85+ 0.62 4.684 <0.001
TFCSA (em?) 1.12+ 0.19 0.98+ 0.17  3.520  0.001
TCSA(em?) 1.54+ 0.25 1.52+ 0.23  0.378  0.706
TFCSA/TCSA 0.73+ 0.08 0.64+ 0.07 5.418 <0.001
JFEE(mmol/L) 37.75+ 4.27 43.44+ 4.15  6.168 <0.001
ACTH(ng/L) 720.05 £74.39 759.23 +76.64  2.355  0.021
ODI 5% 23.88+ 3.21 35.72+ 3.72 15.784 <0.001
VAS 343 (41) 4.64+ 0.58 6.14= 0.68 11.004 <0.001

2.4 [fiLiF SIRT1 TGF-B, /KF-5 ODI 544}z VAS ¥
S A SG P Spearman 2k AH OC 1 43 B B, 1L TH
SIRT1 \TGF-B, /K35 ODI 5% Kz VAS P43 34 5 1 4
X(P<0.01), K4,

=4 DLSS A If7E SIRT1 , TGF-B, /K5 ODI 8%k J& VAS
PO BIAH S
Tab.4  Correlation between serum levels of SIRT1, TGF-B, and
ODI index and VAS score in DLSS patients

. ODI $5 %1 VAS 43
ECR Y
rfH PE r {4 PIE
SIRT1 -0.534 <0.001 -0.602 <0.001
TGF-B, -0.577 <0.001 -0.556 <0.001
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2.5 Z[HE Logistic [A1IH43H1 DLSS & A= (1) 52 i Kl &

DI T & /E DLSS g AR B f 3R 1.2 il 8 2
S TR A2 BT 2 ] & Logistic [M1JT530H7 , 45
SR 5% SIRTI 5 TGF-B, #/K V& DLSS &1
P47 R B B ACTH 55 ODI 4550  VAS 114y
i DLSS RAEMFERFER (P <0.05) , WLk S,

RS ZINE Logistic [MJ150H7 DLSS KA B2 P R
Tab.5 Multivariate Logistic regression analysis of influencing fac-

tors of DLSS occurrence

AR B1H SEMH Waldfi P{i OR1H 95% CI

TFCSA & -0.420 0.545 0.594 0.441 0.657 0.226 ~1.912
TFCSA/TCSA % -0.612 0.387 2.505 0.113 0.542 0.254 ~1.157

SIRT1 15 -0.375 0.171 4.820 0.028 0.687 0.491 ~0.961
TGF-B, & —-0.603 0.158 14.580 <0.001 0.547 0.401 ~0.746
B T 0.903 0.368 6.027 0.014 2.468 1.200 ~5.077
ACTH & 0.983 0.425 5.352 0.021 2.673 1.162 ~6.148

ODI 5505 1.207 0.538 5.037 0.025 3.345 1.165 ~9.602
VAS 55 5 1.139 0.389 8.570 0.003 3.123 1.457 ~6.694

3 4t 8
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TR BB B, DLSS 9 & HIL ) L K R 4 A 58
SO, 22 B0 A A R E R B8 A% 38 4o 245 4 o R
S EAS G, S M IR F-7E DLSS H 35 % A B 9 35
R EEM

SIRTI J&—Ff 4 M0 6l N -, BB U855 2 14 TH 1
B % BB , L ANE BRI 48k T 200 o A
SERFFE BRI A I3 P SIRT1 /KSR, 55 ODI
FERLA K VAS S50 Bk 6 A5 R B % B
DLSS [ # IfiLiF SIRT1 7K P i, 4l DLSS % 4E J5 51
KRN G, % PR T 7E BB 3 K I T A6 145
PR SIRT1 /K- 52 0% I G vk 41 5% 48 1k IR 7 3 o 1) 405
& IMYE SIRTL AlRES5 T DLSS (1 A& it 2 o
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(# E] HH HEHEETREK (BNP) FIF A2 -6 (1L-6) (5128 BB AE AR (LT 2 AR S R E AR
FER RO R (MACE) ZAERBME, Fik A 2016 4F 1 H—2022 4F 12 A Hrim BRI F5 — Mg E B
B3 B BHS IR B AR B YT B 234 BIVE R AR | RN AR 3 5 B R 22 28 /N R 5 BR 0TA A B AR i T R
253 BIFEMIGIESE . DL HE A 4 2 AR B P A E R JE 30 d W& & 4 MACE 43 MACE 4 37 4 (15. 8% ) FiI
N-MACEZ 197 i (84.2% ) , LA s A 4E 2 2l /B IR R W) SC 0 = F8 b O DU REHE b5 LA R F AR M H6 45, Z R
Logistic [ I /0 H7 SRAS- B2 0 B AE MR S B P B ARG & A MACE fyy it ~7 T500 (R 25, ) 78 40 2 TR AR 28, 22 sl 6 v il 4%
ROC Mk, i — A BT g P S e RIER 5, 53R 2 K Logistic BIFA T B AR IER LR KRG,
ASA 539 AR =70 & BNP & LIS IL-6 =5 k2 AR P A5 AR5 & £ MACE #9057 fa s I [ OR(95% CI) =
2.576(1.243 ~4.567), 2.317(1.237 ~4.347) , 2.467(1.214 ~3.598) , 2.389(1.208 ~3.672) ,P #] <0.05] ; 3£ F 4
APST TN R 2 - ASA 432 A BNP K TIL-6 A4 R T 2 AR B 4T 2R 38 AR5 MACE %z A8 JRU: B4 371 2 PRI RS 780 5 A6 o
HHZE TR, AR AR N IR AR B AR B B P 8 R G MACE &A= XURS: 1 TN A 5 SE B WL I AF A B R 4 (P >0.05) ,
ROC ik it ad S s , AR B A T W i 4k T 1 AL (AUC) Sk 0. 923 (95% CI0. 882 ~0.967) , BriF 4L 1 A5 T 1Y)
AUC 4 0.903(95%CI 0.876 ~0.958) , £51& FLT BNP il [L-6 ()31 26 I R ] FH T dEAf 0 & 4540 30 B P i A R
Ji MACE & Az XU
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The value of nomograph model based on BNP and IL-6 in individualized prediction of the risk of postoperative ad-
verse cardiovascular events in elderly hip fracture patients Yi Zhifei™ , Luo Xuefeng, He Jiaqi, Wuluhan Mahan, Duan
Yun, Xie Zengru. " Department of Trauma Orthopedics, the First Affiliated Hospital of Xinjiang Medical University, Xinjiang
Province, Urumgi 830000, China
Funding program: Natural Science Foundation of Xinjiang Uygur Autonomous Region (2021D01D19)
Corresponding author: Xie Zengru, E-mail: 15099171693 @ 163. com

[ Abstract] Objective To explore the value of the nomogram model based on brain natriuretic peptide (BNP) and
interleukin-6 (IL-6) in the individualized prediction of the risk of postoperative major adverse cardiovascular events (MACE)
in elderly hip fracture patients. Methods Two hundred and thirty-four elderly hip fracture patients admitted to author’s
hospital from January 2016 to December 2022 were included as the modeling set, while 253 elderly hip fracture patients ad-
mitted to orthopedics department of the Sixth Affiliated Hospital of Xinjiang Medical University were included as the valida-
tion set. Elderly hip fracture patients in the validation set who experienced MACE within 30 days after surgery were divided
into the MACE group of 37 cases (158% ) and the N-MACE group of 197 cases (842% ). The general clinical data, laborato-
ry indicators, left ventricular ejection fraction and surgery related indicators of patients between the two groups in the mod-
eling set were compared, the statistically significant variables in the single factor analysis were included in the multivariate

Logistic regression analysis to obtain the independent predictors of MACE in elderly hip fracture patients after surgery, the
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analysis was focused on the predictive value of BNP and IL-6, and a nomogram model was constructed, calibration curve
and ROC curve were drawn to further analyze the predictive performance and accuracy of the nomogram model Results

Multivariate Logistic regression analysis adjusted for confounding factors, ASA grade, age, BNP and IL-6 were still inde-
pendent predictors of postoperative MACE in elderly hip fracture patients [ OR(95% )CI =2.576 (1243 —4.567),2317 (1237 -
4347),2467 (1214 —3.598), 2389 (1208 —3.672),P<0.05]; A nomograph model was constructed to predict the risk of post-
operative MACE in elderly hip fracture patients based on four independent predictors: ASA grade, age, BNP and IL-6; The
calibration curve showed that the predicted value of postoperative MACE risk of elderly hip fracture patients in the model-
ing set and the validation set were in good agreement with the actual observation value (P>0.05). The ROC analysis results
showed that the area under the curve (AUC) of jointly prediction in the modeling set was 0923 (95% CI 0.882 —0.967), and
the AUC of jointly prediction in the validation set was 0.903 (95% CI 0.876 — 0.958). Conclusion The nomograph model
based on BNP and IL-6 can be used to accurately predict the risk of postoperative MACE in elderly hip fracture patients.
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Elderly
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Tab.1 Comparison of clinical data between N-MACE group and

MACE group in modeling set

N-MACE 4 MACE 4

WA (n=197) (n=37) vyt P
EIHI(%)] <70 % 154(78.17) 5(13.51) 11.796 <0.001
=70 % 43(21.83)  32(86.49)

PERILHI(% ) ] B 126(63.96)  30(81.08)  1.557 0.187
4 71(36.04) 7(18.92)

BMI(x +s,kg/m?) 22.422.2 22721 0.106 0.911
ELE (% ) ] 140(71.07)  28(75.68)  0.678 0.379
B (%) ] 125(63.45)  25(67.57)  0.986  0.208
JRREZE [ 1] (% ) ] 100(50.76)  20(54.05)  0.125  0.869
IR B (% ) ] 82(41.63) 28(75.68)  4.568 0.035

BITRA BEFEYT 100(50.76)
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Tab.2 Comparison of cardiac function, inflammatory factors and

blood indexes between N-MACE group and MACE patients

N-MACE 4 MACE 4

meH (n=197) (n=37) tH P
LVEF(% ) 57.5+ 7.8 5.1+ 6.5 1.897 0.028
BNP(ng/L) 90.517.5 121.8+21.8  6.869 <0.001
¢TuT(ng/L) 92.3+10.1  96.4+10.2 1.128  0.219
hs-CRP( mg/1.) 9.1+ 1.3 9.4% 1.5 0.458  0.557
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116 (ng/L) 1.9+ 0.4 3.7+ 0.7 5.687 <0.001
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SCr( mmol/L) 8.7+ 5.3 86.2+ 5.4 0.219 0.826
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Tab.3 Comparison of surgical indicators between N-MACE group
and MACE patients
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e DA IL-6 15 2R A i 3 BB R S & A4 MACE
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Tab. 4  Multivariate Logistic regression analysis of influencing
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[# ZE] HH HIT/5™ Cobbs M %R (BMD) | T 70 mif o & L5 i K (PLNP) X1 SR ARS P A A s 4
BYT(OVCF) A BRIEY MRS ™ OB AR (PKP) A5 & B9 WS 0, 3% #2018 4F 12 4—2020
6 AA%ET ANRERCBEFHIGA AT PKP R OVCEF B35 110 GIVE IR 4 , #E47 2 4R VT ARG RE VT I A o2
BB R BT N TR BT 28 BIFIR TR R BT 82 i, LAk 2 i — PRt RS #84% , Cox 43 HT 2 PKP
RJGTEBITHER N, 4554 ROC {h£&/3#7)5 1™ Cobbs £ . BMD PINP %f OVCF ¥ PKP A J5 1 & & 3 0y B 4
fH. &% WEUIREYFERAERN 25.45% (28/110) . TR EITH ™ Cobbs 1 PINP = TR & 44, BMD
RTRMRETH, LB G 375 L (1/P =4.678/ <0.001, 4.591/ <0.001, 4.784/ <0.001) ; Cox 5 #7455 i
7, J5 T Cobbs f3 K . BMD [EAIK PINP F-& 3252 M PKP AR J5 R B TR fER A ZE [ OR(95% CI) =1.394(1.135 ~
1.712) \1.910(1.127 ~3.236) \2.140(1.084 ~4.225) ,P <0.05 ] ; ROC phZ 4347 B/~ , J5 1™y Cobbs 4 =5.87° BMD <
-3.38 SD PINP<50.67 pg/L HEKi{E,J5 ™ Cobbs 1 .BMD PINP Fiilll OVCF 3% PKP RJ5 - & EHT 1) AUC 435
S0.725.0. 846, 0. 836, 3 Wi Bt A AUC 4 0. 899, & F B I # W ( Z/P = 8. 129/ < 0. 001, 7.195/ <0. 001,
7.695/<0.001), £5i& @IS ™ Cobbs £ .BMD PINP /K -0 7E LA FUI OVCF % PKP A J5 1 % B 4 KUK
VI S ) 265 3T T it o

[E8R)]  HEMRAER T, B B HAA I BREEY AT ™ BB AR B & B T KU 5 J5 ™ Cobbs £ B % 4
T 7RO e i 2 v AT OG5 T A 1L

(FESES] R683.2 [ k#RIRAE] A

Predictive value of posterior convex Cobbs angle, BMD, and PINP on the risk of recurrent fracture after PKP in pa-
tients with osteoporotic vertebral compression fracture Zhang Chi, Wu Hailong, Zhang Shuai, Tian Zhenfeng, Zhang
Bin. Department of Orthopedics, Shijiazhuang Peoples Hospital ,Hebei Province ,Shijiazhuang 050000, China
Funding program: 2022 Hebei Provincial Medical Science Research Project Program (20221698)
Corresponding author: Wu Hailong, E-mail; helonsuper@ 163. com

[ Abstract] Objective To investigate the predictive value of posterior convexity Cobb's angle, bone mineral density
(BMD), and pre-collagen type I amino-terminal pre-peptide (P I NP) on the risk of recurrent fracture in osteoporotic verte-
bral compression fracture (OVCF) patients following balloon dilatation vertebral kyphoplasty (PKP). Methods One hundred
and ten OVCF patients who underwent PKP admitted to the Department of Orthopedics of Shijiazhuang People's Hospital
from December 2018 to June 2020 were selected as study subjects for 2-year follow-up, and were categorized into 28 cases
in the recurrent fracture group and 82 cases in the non-recurrent fracture group according to whether new fractures ap-
peared in the follow-up process. Comparing the general data and postoperative indexes of patients in the 2 groups, Cox ana-
lyzed the risk factors affecting the recurrent fracture after PKP, and drew ROC curve to analyze the predictive value of pos-
terior convex Cobb's angle, BMD, and PINP on the recurrent fracture after PKP in patients with OVCF.Results There were
28 cases of new fractures during the follow-up period, and the fracture recurrence rate was 2545% (28/110). The Cobb's an-
gle of posterior convexity and PINP of the recurrent fracture group were higher than that of the non-recurrent fracture
group, and the BMD was lower than that of the non-recurrent fracture group, and the differences were statistically signifi-
cant (#/P=4.678/ <0.001, 4591/ <0.001, 4.784/ <0.001); Cox analysis showed that increased posterior convex Cobb's angle,
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decreased BMD, and elevated PINP were all risk factors for recurrent fracture after PKP [ OR(95% CI) =1394 (1.135 - 1.712),
1910 (1.127 —3236), 2.140 (1.084 —4225), P<0.05]; ROC curve analysis showed that posterior convex Cobb's angle =5.87°,
BMD value < -338 SD, and P I NP <50.67 pg/L were the cut-offs, and the posterior convex Cobb's angle, BMD, P I NP
predicted the AUC of 0.725, 0.846, and 0.836 for postoperative recurrent fractures after PKP in patients with OVCF, respec-
tively, and the combined AUC of the 3 items was 0.899, which was higher than that of the single test (Z/P=8.129/ <0.001,
7.195/ <0001, and 7.695/ <0.001). Conclusion Regular monitoring of posterior convex Cobb's angle, BMD, and PINP levels

can predict the risk of recurrent fracture after PKP in patients with OVCF at an early stage so that timely intervention can be

given.

[ Key words]

Vertebral compression fracture,osteoporotic; Balloon dilatation vertebral kyphoplasty; Risk of recurrent

fracture; Kyphotic Cobb's angle; Bone mineral density; Type I precollagen amino-terminal pre-peptide; Predictive value
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Comparison of general data and postoperative indicators of

Tab. 1

patients in the 2 groups
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BMI(x +s,kg/m?) 21.17+1.14 21.21+1.13 0.161 0.873
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Tab.2 Multifactorial Cox analysis affecting recurrent fractures af-
ter PKP surgery
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14553 2
B 1 J5i Cobbs ffj \BMD PINP Hijf J Ik 5 Fitil] OVCF 3%
PKP AJ5 A HHT 9 ROC HiZk
Fig.1 ROC curves of the posterior convex Cobbs angle, BMD,

and PINP alone and in combination to predict recurrent

fractures after PKP in patients with OVCF
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&3 Jarh Cobbs i BMD PINP Xf OVCF % PKP A5 fER BIAIHMIME  [#(%) ]
Tab.3 Predictive value of posterior convex Cobbs angle, BMD, and P1NP for recurrent fractures after PKP in patients with OVCF
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Rt BAE R AE TR TR [ (1) /P =5.471/0.019 4.103/0.042 4.364/0.036 ], £ MBI T & S HkEH &
AR e B R [ AR Y RE A A o B A I T R B A SR T O & A AR NS B AR g K, (H e s
BE ARG BIR IR LB IR 3h 128 O SR AR

[ER] EEREISE M G T SO R B MR 2 B OB e A BKTIEE A 76 i &

[FES%EE] R713.1 [ x#ktRIRE] A

Observation of the effects of laparoscopic high sacral ligament suspension and transvaginal sacral ligament fixation on
pelvic floor function and urodynamics in patients with severe pelvic organ prolapse He Xueyan™ , Li Hongying, Wang
Tinghui, Cheng Hui. * Medical College, Wuhan University of Science and Technology ,Hubei Province , Wuhan 430065 , China
Funding program Hubei Provincial Health Commission Joint Fund Project ( WJ2019H188)
Corresponding author: Li Hongying, E-mail: 46996531@ qq. com

[ Abstract] Objective To analyze the feasibility of laparoscopic high position hysterosacral ligament suspension
and transvaginal sacrospinal ligament fixation as treatment options for patients with severe pelvic organ prolapse, and to ob-
serve the impact of the above two surgical methods on clinical related indicators of patients.Methods From May 2021 to
May 2022, 73 patients with severe pelvic organ prolapse were treated in the Gynecology Department of Hubei Matermnal and
Child Health Hospital, there clinical data were collected and analyzed retrospectively. They were divided into an observation
group of 37 cases and a control group of 36 cases according to different treatment methods. The observation group under-
went laparoscopic high sacral ligament suspension surgery, while the control group underwent transvaginal sacral spine lig-
ament fixation surgery. Compare perioperative indicators and prognosis between two groups, as well as organ prolapse,
quality of life, and changes in urodynamics at different stages. Results The observation group had longer surgical time
than the control group, less intraoperative bleeding, shorter removal time of the urinary catheter, and shorter postoperative

hospital stay than the control group (#/P=21.641/ <0.001, 6.195/ <0.001, 15.199/ <0.001, 17.575/0.001). The observation group
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showed lower values in PFIQ-7 scores, and PFDI-20 scores at 6 months after surgery compared to the control group, inclu-

ding various POP-Q indicator points, [-QOL scores, maximum bladder volume, and maximum urinary flow rate The average

urine flow rate showed higher values compared to the control group (z/P =5.189/< 0.001, 22.447/ < 0.001, 11.051/ < 0.001,
16916/ <0.001, 31.005/ <0.001, 3477/ <0.001, 11211/ <0.001, 3.503/ < 0.001, 5.728/ < 0.001, 10.010/ < 0.001); The incidence of

newly diagnosed stress urinary incontinence, reoperation rate, and incidence of complications in the observation group were

lower than those in the control group at 6 months after surgery [ X’ (#)/P=5471/0019, 4.103/0.042, 4364/0.036 ] . Conclusion

Laparoscopic high sacral ligament suspension surgery and transvaginal sacral spine ligament fixation surgery can both be

effective treatment options for patients with severe postpartum pelvic prolapse. Although the former method takes slightly

longer than the latter, it shows better results in improving postoperative pelvic floor function and urodynamics.

[ Key words)

Severe pelvic organ prolapse; Laparoscopic suspension surgery for high position uterosacral ligament;

Transvaginal sacral ligament fixation surgery; Pelvic floor function; Quality of life
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i) i) 5 1 % (PFIQ-7) AE M FA N2, &3t 7 & H,
BRI O ~3 43, 43 BOEAIR 0 A= 37 ot ot 8 s o AR A L)
REREAT A4 (PFDI-20) /E M IFAL 2%, &1 20 45 H
BRI 1 ~5 43, 43 BOEAVR I A= 37 ot B s o AR PR O B
A1 o 04 (T-QOL) AN P N 25, &t 3 N 4ERE,
BRI O ~5 43, 43500 w5 DU A= 37 Jo o B e

1.4.4 O R[EBrBe R ) 71 248 bm U3 FEAR BT RS 6
A SRR BN 125 (#4-5 DELPHIS, i€z K LABO-
RIE ) A6 I £8 2 B K85 E 45 1 L B KR Ui % - 4 R
1.4.5 WS 5012 ARG 6 SH B kR
PEIRRES R FIRTF AR JF RGE &A%, i If &5
FAE P I 18 ME AR (BHIE A SRR

1.5 SEitsedrik SR SPSS 26. 0 AR AF % a3k 47
Gt ot . IEASS AR EFORL & £5 FoR, AT
BOR MBI AEAS o A 50 M A 20 A 1 3 s SRk DL M
(Q,,0Q5) Fn A LR H] Wilcoxon BRFIAG 5 5 114X
ORI AR B R (% ) Fom, WECRH X B, P <
0.05 h 2= RA G Lo

2 8% B

2.1 2 HEIARIIFEPR L WSS T AR B A4 T X

HREZH A s i 20 % R, 453k PR A Ik 1) A S5 A
ot Fiof ) et T X HRZHL (P <0.01) , L 2

R2 XAl A AR LA (x2s)
Tab.2 Comparison of perioperative indexes between control group

and observation group

T OTAME At KGR AR
AP (ml) BRI B

XTHEZH 36 72.95+ 6.08 52.30 £6.61 2.51 £0.32 4.80£0.47
WEEL] 37 126.70 £13.64 43.67 £5.23 1.49+£0.25 3.15+0.32
t{H 21.641 6.195 15.199 17.575
P {H <0.001 <0.001 <0.001 <0.001

2.2 2 HINFRBran WIS AL LR RET 2 4
POP-Q #6575 i LA, 2 R TEGT# R L (P >0.05) 3 5
RETHEE, ARG 6 A~ H 2 41455 POP-Q #5758 3T+ i
(P <0.01), FLWEEH 451 POP-Q H575% 4 & T HR 2
(P<0.01), W33,

2.3 2HAFPBAEREW IR RET2 44
TR VRO A, 25 SR RS AR (P >0.05) ; 5K
HLAE, RIS 6 /4~ H 2 241 PFIQ-7 143 \PFDI-20 43 %
i, i I- QOL 43 FH & (P <0.01) s 5% A5 6 4
A, W g2 41 PFIQ-7 ¥ 43| PFDI-20 ¥ /3 [ I,
I-QOLPE/3FHi (P <0.01) , W3 4,

FT4 ARG AU B B AT B PP L (225, 5)
Tab.4 Comparison of quality of life scores at different stages be-
tween control group and observation group
4 PFIQ-7 343  PFDI20 Pf4;  1-QOL {4y
XFHERAL AT 18.46 +1.53  62.40+3.59  0.76+0.23
(n=36) Kjg61H 8.21+1.07 31.45 £2.11 2.57 +0.62
WA AT 17.72 £2.91 60.93 £5.02 0.82 +0.07
(n=37) RIG64H 6.86+1.15 22.19+1.34  3.99 +0.45

/P X FRAH PIH 32.940/ <0.001 44.594/ <0.001 16.422/ <0.001
1/ P WSS ME 21.111/ <0.001 45.353/ <0.001 42.340/ <0.001
/P AR5 4 5.189/ <0.001 22.447/ <0.001 11.211/ <0.001

R3O WA F B By B RN O HLEL (2 £5,0m)

Tab.3 Comparison of organ prolapse at different stages between control group and observation group

a5 A [7] Aa Ba C Bp

o R ZH AT 1.19 +0.21 1.99 +0.23 2.32+0.51 1.30 £0.62
(n=36) AJG 6 4 A -2.070.12 -1.4820.10 -4.79 +0.30 -2.34+0.59
MEELH Nl 1.27 £0. 16 1.85+0.42 2.29 £0.60 1.23 +0.54
(n=37) AR5 6 41 -2.63+0.28 -2.01+0.16 -6.86+0.27 -2.85+0.66
1/P 5t BRI {E 21.830/ <0.001 12.201/ <0. 001 25.046/ <0.001 7.290/ <0. 001
t/P BN 25.652/ <0.001 2.165/ 0.033 42.249/ <0.001 11.555/ <0.001

/P AR5 4 EfE

11.051/ <0.001

16.916/ <0.001

31.005/ <0.001 3.477/ <0.001
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2.4 2HARBBURS S aabr s A2 4R
NI FHRIR AL, ZE R G A (P >0.05) s 5K
BT LLE, ARJG 6 S 2 G RIS A & B R IR
SR PRIFARIG R (P <0.01) ; HXF A AR)E 6 A I
B, WU e R D A 4 e KPR I3 1 249 R T 44 0
K(P<0.01),0L5&5,

RSO WA B BOR ) S AHRPR LA (2 29)
Tab.5 Comparison of urodynamic indexes at different stages be-

tween control group and observation group

g BABEMA R  BIIRWE CPRREE
(ml) (ml/s) (ml/s)
XPRRA ARHET 480.89 £43.57 15.49 £2.50  10.84 +2.07
(n=36) RJ56A4H 521.97+49.16 21.42+3.67 14.21 £3.53
WMEEH ARHT 482.10 £40.83 14.71+3.83  9.91 +3.46
(n=37) RJ5 64 565.68 £57.03 25.86+2.92 16.68 £2.85

1/ P X} IR I{E 3.752/ <0.001 8.012/ <0.001 4.947/ <0.001
1/ P MR N TE 7.248/ <0.001 14.082/ <0.001 9.186/ <0.001
t/P AR5 ¢ a{E 3.503/ <0.001 5.728/ <0.001 10.010/ <0.001

2.5 BUSTELLILEL AJF 6 A H WS H A Tk
JRIAEAR FRRFARF LN BT ST fe Az FRIGAE T X 1
#H(P<0.05), 1L 6,

RO XML WIS W OLLLEL (1% ) ]
Tab.6 Comparison of prognosis between control group and obser-

vation group

m H IR (n=36) M (n=37) i PIHE
R 1 PR R A 9(25.00) 2(5.40) 5.471 0.019
BIRFA 6(16.66) 1(2.70) 4.103  0.042
[SERER 8 2(5.55) 1(2.70) 0.376  0.539
PP 2 g 3(8.33) 0 3.215  0.072
138 547 )% 3(8.33) 1(2.70) 1.116 0.290
IR B K R 8(22.22) 2(5.40) 4.364 0.036
303 i

M FEAS P T — o DL AR B , i 22 [N
B JULIA) S 0 it 0 T 850 %) 4 M S 45 4
KA RS, R AT L S A | 1 T A IR R, i ST
it B 5 BRIRAEIR W 8, AR B IR R AR .
A I A W R R 2 I, AR [T i RE
B AR AT , 1 R PR 2R GERIAEAR , T R (R
(9 H B A 5 2 B ) R 7 AR e — o
JEArE AT E A A9 TR T %, 1951 4F Amreich fr 148
HF AR, 20 28 70 ARARLERRI 45 [E 12 R
AL R Th i R s 7 TE B, REZE 5 1E W PR IE A
HAm EARIHIE, (HiZARX W REE AR ZAL, W
HMBIARJR Ik, 9 “ R F ARG I —E 1R XE, 5 H.

AR AR B L C M AR
H‘EE,[IO—H] .

Wit L P BB A 1) Je 5 I T TR T 8 T R 2
P/ ERVERE AR i RS I AR D IR R A
RBOREZ R TR o o s T v o e AR
i B AR T A B RS S B 1 T
i R IEH LR IR SRR 454, AERp I T R
Lehhrm , A RO T BRI EE S BB, n] LGRS B
DIRE , IR vl LAk G o FH 190 iy oA kb A 2 i MR ok )
KUK , eI PR 7R 2 B

FARME g R % M e e UL B JELEAT, R TP TE A A
BE MR AR SN RIS RS A A
THAE 5 UHE R A4 3R BB T 18 U HE PR S5 4
T 180, 6 B3y 1 DR B 1 e B R T A
FEMESLRR T T A A T3 B AL 2 b, oAb R A 3]
RS T X IRAL, 225 BA G2 (P <0.05),
HE I B e B B i R AT ol B B i B R
P B A AR S35 AT R % 1 N PR 24, A
IS, A A Z AL, A R A . A
FEARRN] MR BT T e B R B R BEAS 2%
R M e e R 1) TR b A I
B, SRR SR8 TR L, T
e B A i A REAV) I 75 1 b 43 s T o i o 52 %
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B A 0 T Z U BE | AT R 2> S Bo 2245407, 4k 5 |
KIRFERMIRTRE . AL RR W, BT A
HIEATY 8 1 AN RE RS Pl 138 2201 i i M T A8 2 1) SR 2
IR AT TR, 5 22 R A R 8 4y
Bk B, BRI BT e A B Al 8 i AR i R S
BRI AR DGR, TR R A r )N 1) P 24T
SE4y, St Al LU TR i IR A B0 3, AR R
AJEBIHERIIBE . BTG R LW, B T e
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(# ZE] BH RIS (KD) EILIME R 41 (IL41) (i %K R0 2 (ACE2) kKT Kl R 2
Wi, Ak BEHL 2018 4F 12 A—2022 4% 12 A AT E4h &bt )LFH2 G KD £ L 80 #il2h KD 4 ARy 7.0
SRS, o J RS K55 (CAL) T4H (n =26 ) FIHE CAL W2H (n =54) , LA R 201k 1 0 g 3 Bk e £ ok B0 R )L g ot
M2 4 (n=40), FATEE F AR E B EHL BIL X IR 1 4 (n =40) o R FH T B 5 25 W R 4G 00 1f ¥ TL41
ACE2 7K 5 2k il Pearson AHIC/M T LY 1L-41 ACE2 51 RGORHAE G ; Z N ER Logistic BIH4-HT 52 KD LA
CAL P52 BRI 2 5 22 323808 TAERRAE M2 0 I3 IL-41 . ACE2 T3l KD f8 L& CAL (MME. &R IMiEIL41,
ACE2 K- L4 KD 41 > B 2 4 > WP HR 1 4, 22 T H G it X (F/P =519.731/ <0.001,1 115. 501/ <0.001) ;
KD 418 LTS IL41 . ACE2 /K5 % 3 mfa] . C Jz i 8 1 K [ 45 22 TR 52 1E A 56 (IL41. /P = 0. 562/ < 0. 001,
0.589/ <0.001,0.613/ <0.001 ; ACE2:r/P =0.622/ <0.001,0.609/ <0.001,0.574/ <0.001) , CAL [} £1 % #Htd] .C
RN B A5 2 TL41  ACE2 ¥ T3 CAL W4, 25 A Gil 2% & L (/P =3.459/0.001,11. 187/ <0. 001,
11.377/ <0.001,12.299/ <0.001,25.882/ <0.001) , I jE IL-41 ACE2  ‘&3HFa] \C Ko 8K [ P40 2 JE s 2 5
KD L CAL B a7 fE s R ZE [ OR(95% CI) =1.598(1.271 ~2.010),1.573(1.241 ~1.994) ,1.384(1.142 ~
1.667),1.496(1.171 ~1.912) ,1.513(1. 159 ~1.975) |, I & IL41  ACE2 K WisiiE¢ 4 W KD B L% 4= CAL ()
AUC 4351 0.812.0. 815.0. 878, BI It 4 1Y AUC K F Il i IL41 ,ACE2 B — 5 ( Z/P =5. 116/ < 0. 001 4. 217/
0.009), #it KD fBJLiMiE IL41 ACE2 F&5, 5 & AR ] (C R AR 1 B 45 2 A G, I3 B G % KD f8 L CAL
R ELAT e A T 1

[EER]  JIBEHG; F3 41 B Bk R bEg 21207 L#E

[FESES] R725.4 [ x#ktRIREE] A

Clinical value of serum IL-41 and ACE2 levels in the diagnosis of pediatric Kawasaki disease Jin Cheng” , Lu Dong-
hui, Zhang Liuliv, Xie Jin. " Department of General Pediatrics , Hefei Maternal and Child Health Hospital ,Anhui Province , Hefei
230000, China
Funding program . Scientific Research Project of Anhui Provincial Health and Health Commission (AHWJ20195102)
Corresponding author: Jin Cheng, E-mail; 13359018906@ 163. com

[ Abstract] Objective To explore the expression level of serum interleukin 41 (IL-41) and angiotensin-converting
enzyme 2 (ACE2) and the clinical diagnostic value of pediatric Kawasaki disease (KD). Methods FEighty cases of KD chil-
dren diagnosed and treated in the Department of General Pediatrics of Hefei Matemnal and Child Health Hospital from De-
cember 2018 to December 2022 were selected as the KD group, which were divided into the coronary artery lesion (CAL)
subgroup according to echocardiographic results (» =26) and the non-CAL subgroup (n =54), with children with acute up-
per respiratory tract infection with fever in the same period as control group 2 (n =40) and children with inguinal hemia un-
dergoing elective surgery in the same period as control group 1 (» =40). The enzyme-linked immunosorbent assay was used
to detect the levels of serum IL-41 and ACE2; Pearson's correlation was used to analyze the correlation between serum IL-
41 and ACE2 and the clinical data; multifactorial logistic regression was used to analyze the factors affecting the occurrence
of CAL in children with KD; and the working characteristic curves of the subjects were plotted to analyze the value of ser-
um IL-4]1 and ACE2 in predicting the occurrence of CAL in children with KD. The working characteristic curves of subjects
were plotted to analyze the value of serum IL-41 and ACE2 in predicting CAL in children with KD. Results Comparison of

serum IL-41 and ACE2 levels were as follows: KD group > control 2 group > control 1 group, and the differences were



- 468 - BEXEf R 24 7% 2024 4FE 4 A5 23 %554 #]  Chin J Diffic and Compl Cas, April 2024, Vol. 23 ,No. 4

statistically significant (F/P=519.731/<0.001, 1 115501/ <0.001); IL-41 and ACE2 levels of KD children were positively cor-
related with fever duration, C-reactive protein and calcitoninogen (IL-41:7/P =0.562/ < 0.001, 0.589/ <0.001, 0.613/ < 0.001;
ACR2:/P=0.622/ <0.001, 0.609/ <0.001, 0.574/ <0.001). The CAL subgroup had higher duration of fever, C-reactive protein,
calcitoninogen, and 1L-41, ACE2 were higher than those in the non-CAL subgroup, and the differences were statistically sig-
nificant (/P =3459/0.001, 11.187/ <0.001, 11377/ <0.001, 12299/ <0.001, 25.882/ <0.001). Elevated serum IL-41, ACE2, dura-
tion of fever, C-reactive protein, and calcitoninogen were independent risk factors affecting the development of CAL in chil-
dren with KD [ OR(95% CI) = 1.598 (1.271 - 2.010), 1.573 (1.241 — 1.994), 1.384 (1.142 — 1.667), 1496 (1.171 —-1912), 1.513
(1.159 =1975)]. The AUCs of serum IL-41, ACE2 and the combination of the two predicted the occurrence of CAL in chil-
dren with KD were 0.812, 0.815, and 0.878, respectively, and the AUCs of the combination of the two were greater than those
of serum IL-41 and ACE2 single test (Z/P=5.116/ <0.001, 4217 /0.009).Conclusion Elevated serum IL-41 and ACE2 in chil-

dren with KD are related to the duration of fever, C-reactive protein and calcitoninogen, and the combination of these two

tests has a high predictive value for the occurrence of CAL in children with KD.

[ Key words)

JI1 165955 ( Kawasaki disease, KD) & JL & & W1 &
PEMAYERVEBR o ARSIk KD i 35 % 2
145, 7 % A= 55 4k 3h ik 51 455 ( coronary artery lesions,
CAL) ,f& R EAw' o FHT KD A2 W7 35 SR IR I R
ARFVAME , B Ff 2 W48 bR . 1A &R 41 (inter-
leukin 41, 1L-41) J&—F/Nr ¥ 03 WA 1, HA B IRl
2% FEPUIE 8 AT TR AR A L Fhoh B
115 ' 5k 2L AL I 2 (angiotensin converting enzyme 2,
ACE2) FEZRIKT MG N AL, BEAE 45 & J3 ik 1
B PR NG Y A0 R SR R R . AR
KRB, ACE2 JE[H Z 25 PR RE RS 38 i KD 14 % A= XU,
J2 KD LS Wi A br i 7 . R I TS
IL-41 (ACE2 7 KD &)L 35 iyl R 2 S A BB
PRI KD FR LIS TL41  ACE2 JK-F-, 3583 P& 1 i
RAME, BT .

1 #/BEFE

1.1 IER%EE $E2018 412 H—2022 4F 12 A&
NETT g PR e E ) LARHZ 16 KD &L 80 4] KD 44,
546 ], 4 34 B 4ERE 0.5 ~9(3.76 £1.28) ¥ s i it
1 ~7(3.12 £0.74) d; TCH] 5 JCHE Ik 55 SE A2
i JCREAR IR YT s M Sk st A% 5 5 5E 4P KD 60 ], AN
SE4 Mk KD 20 {51 AR 4 88 70 g 1 25 21, 43 Ry s AR 3
JikciAss (CAL SE.2H) 26 {5 A Ak 5 4R 20 bk 45 £ (JE CAL
EEH )54 ][R 3 2t b0 g T8 R e A R L 40
B IR 2 4, 55 22 3], 22 18 f5i] ;4% 0.5 ~ 10(3. 68 +
1.39) %, By HRER O L5 006 « F B S0 RGP 55
(R IA T 0 TR B BR8P A L 40 B X B 12,
B 23 B, 4 17 B 4E#Y 0.6 ~12(3.75 £1.71) %, 3
HEILMER AR R E R To g it i@ (P >0.05)
ABE5E 28 5 B 1 B 25 B 43 A% 98 i (YYLL2018-
2018FY06-05-01) , £ JL 52 J& HIH W) 5 JF 2 2 R0 175 [+)

Kawasaki disease; Interleukin 41; Angiotensin-converting enzyme 2; Diagnosis; Children

B

1.2 KD @ filesitniE (1) 9 AFaHE: OKD 2K
6 3 ELO AP 2 A 2 LR Sl i O IR e 12
WHERE Y s @M 0 3l (K] 45 B R A7 78 SR 3 kR
SR SR s 2 WA CAL, Se 4R gh ik B 5k A o
R AR <5 B, RSPk NAE >3.0 mm; =5 %
if, TR B K N AR > 4. 0 mm; 573K TR B ik 9 42 48 it
AT AR SR AE 1.5 5 LA L, 5 iR 3l KA Jes 9 e S
;KD 4b T 2 @uiki2ih ; @352 i ik
TS RRERREE 1 (IVIG) ¥R YT @ I R PR 2. (2)
HEBRARE : DAL P G i 4 %5 @A IR R
PR IFEIE ; @6 I A B 5 RGN , 5520 B ik
RERPEMHNEIT

1.3 I HR-5 )5k

13,1 IGPRBERPAE 0 s B LME R A & S ]
LRl LA AR Rk A
R N1 = o = N 10418 2 - 4 s = R4 1 T
R e .C IR E A R AEA  NERA
FLEERE I M R A AR A I B 55

1.3.2 i IL41 ACE2 /KA . T HOILABE R A
JPHT, 01 AR LABE S IR H I R B B i
293 ml 4°C20FF D B2 MG . R s
W2 S 36 A6 0 1 37 TL41 ( ELISA 35 &, W [ R HE
FRUE A YR 20 F) L 45 B YSH109068) . ACE2 ( ELISA
RN &0 A LR A YR A A, RS LZ-
£028872) /K-, #AE RS BOL ) & U B AT,
RIREE 5 R 4 B 8 iR (35 E Bio-RAD /A H],
A5 550) kil 450 nm WO BE R, AR A o il 21153
BERHRE

1.4 Geit2edrik RA SPSS 25. 0 B4 £ 48 ik A7
Gt HT. IEASMAITHRERIL & £5 RR,2 41
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BER AT AEAS ¢ K255, 3 2HI] LU ORI B R 3R 7 2257
B 5, 22 4 18] W 1 LR AT LSD- A 3 . 140 kL
DISIEL 8% (%0 ) Ferm , 411R) LR x° K56 5 Pearson
FASEMAT KD B LG 1L-41  ACE2 5l PR Z 50 Af
Kk ; ZH R Logistic 111453 # KD [ L CAL & 4E 1Y
SR R 2 A2 E TAERRE 1 £ (receiver operating
characteristic, ROC) /3 #r L& 1L-41 (ACE2 i KD g
JUAHE CAL 9Hi . P <0.05 HZEFAGIH T E X

2 &% R

2.1 3 4 IL41 ACE2 KV # I iE 1L41
ACE2 KV L4, KD 41 > Xf I 2 41 > %P IR 1 41, 22 5%
PG E X (P<0.01) W&k 1,

£ 134U IL41 ACE2 JKFHAEE  (a+5)
Tab. 1  Comparison of serum IL-41 and ACE2 levels in the
three groups
4 1% IL-41(ng/L) ACE2(pg/L)
XFHE 1 2 40 80.58 + 8.12 1.22£0.23
TR 2 44 40 112.35 +20.27 2.35+0.44
KD 4 80 217.14 +£30.28 9.18 £1.36
F 1y 519.731 1115.501
P{H <0.001 <0.001
2.2 CAL W41 54k CAL W40 KD gL i 141,

ACE2 JKF Bl PBRGORH L AL CAL ME4H & $4 i Ji] |, C
FOR 26 L RS 3R s K i TL41, ACE2 2 T F

CAL W4 , =R AT E X (P <0.01) ; HAL TR
2 W R TG AR (P >0. 05) L& 2,
2.3 KD f#JLiMi IL41 ACE2 7K 5 3 Bl R/ 1
WASPR AR S KD 418 LI IL41 ACE2 /K-
5 R AR TE] (RN AR 1 M A R i (PCT ) S22 1EAH G
(P¥71<0.01), 0323,

%3 KD LI .41 ACE2 /K F 5 3 51l B/ L 8 bR
A

Tab.3  Correlation between serum IL-41 and ACE2 levels and
major clinical/hematologic indicators in children with KD
% H 1L41 ACE2
! P fH r{H P fE
A ] 0.562  <0.001  0.622  <0.001
CRMEHR 0.589 <0.001 0. 609 <0.001
PCT 0.613 <0.001 0.574 <0.001
EE:L AR 0.453 0.121  0.227 0.425
Hh LA 43 L 0.368 0.278  0.379 0.224
AR )RR 0.552 0.098  0.404 0.191
R R A FEFE L il 0.416 0.180 0.252 0.326
KGR AT 0.352 0.321 0.409 0.091

2.4 sm KD L&k CAL ZH K Logistic [7]I553H7
PLKD L&A CAL g R AR & (WR{E . 2 17 5 A
F407) LA EikgER T P <0.05 I H N H AR BT £
KIZ Logistic [0 5 73 #7, 45 R WR: MG 1L41 &
ACE2 5 RIS (C S & & (PCT (5 2 52 1

2 CAL W4 539F CAL W.4H KD & JLIMLIE 141 ACE2 /K K I R 7R} H s

Tab.2 Comparison of serum IL-41,

ACE2 levels and clinical data between the CAL subgroup and the non-CAL subgroup of children

with KD

W H 4k CAL W41 (n =54) CAL W4 (n=26) vl PIg
B/ 2) 30/24 16/10 0.257 0.612
RIS (x x5, %) 3.72+1.24 3.85+1.33 0.429 0.669
R (% 25,d) 6.62 +1.68 8.13+2.11 3.459 0.001
P4 AET 5 (x £ 5, x 10°/1) 13.45 +4.12 13.16 +4.51 0.286 0.776
PR AN E A L (X +5,% ) 61.45 £14.33 65.83 +15.62 0.960 0.340
WO 43 L (x 25, % ) 26.41 £12.30 25.95 +12.38 0.156 0.876
MLEE (x+5,8/L) 114.11 £11.58 111.28 +11.24 1.033 0.305
MU (& £ 5, mm/h) 57.22 +15.14 62.13 £14.55 1.376 0.173
M4 (x + s, mmol/L) 136.52 +3.23 135.52 +3.41 1.274 0.207
/MR (% £ 5, x10°/1) 361.56 +114.90 347.82 +104. 15 0.498 0.620
CRMEM(x +s,mg/L) 40.76 £7.78 62.53 +8.89 11.187 <0.001
MeAEZE (x 5, pg/L) 0.21 +0.04 0.35 +0.07 11.377 <0.001
HEM(x+s,8/L) 37.65 £4.75 38.26 +4.01 0.565 0.574
AR IR (2 £5,U/L) 45.16 +7.82 48.62 +7.91 1.847 0.069

LA IR (2 £5,U/L) 34.23 £7.15 36.48 +7.24 1.313 0.193
KD Il R4 [ (% ) ge4tk 40(74.07) 20(76.92) 0.076 0.783

P v 14(25.93) 6(23.08)

IL41(x 5,ng/L) 189.08 +27.29 275.42 +33.46 12.299 <0.001
ACE2(x =5, pg/L) 7.25 +1.31 16.90 +1.43 25.882 <0.001
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KD L& A= CAL Byl Sz fa R I Z (P <0.01), W
x4,

&4 ZPH R Logistic MIHMHriZmg KD £ LA A: CAL BRI R
Tab.4 Multifactorial Logistic regression analysis of factors affect-

ing the occurrence of CAL in children with KD

E-Y B1H SEMH Waldffi P1H OR & 95% CI

KAESEE 0,325 0.098  10.998 <0.001 1.384 1.142 ~1.667
CRP & 0.403 0.125 10.394 <0.001 1.496 1.171 ~1.912
PCT % 0.414 0.136 9.267 <0.001 1.513 1.159~1.975
IL41 % 0.469 0.117 16.068 <0.001 1.598 1.271 ~2.010
ACE2 % 0.453 0.121 14.016 <0.001 1.573 1.241~1.994

2.5 i IL41 ACE2 Hijll KD L& 4 CAL 4
{EAMHT 220 1L TL41, ACE2 Tl KD # L% E
CAL f#{E ROC 12k, IF3+52 i 2 F i FBL(AUC) , 45
SRR LT 41, ACE2 & FiIIBE& Tl KD f2 L
KM CAL 1% AUC 435128 0. 812 .0. 815 .,0. 878, I B
A B9 AUC KT I3 IL41  ACE2 88—l (Z/P =
5.116/ <0.001 4.217/0.009) , WK 1.3 5,

RS MIF IL41 ACE2 Je U4 U KD L&A CAL 1)

Wi
Tab.5 Value of serum 11.-41, ACE2 and the combination of the
two in predicting the development of CAL in children with

KD
e e ocer e D
bR BUERMIE  AUCOS%CD) USRS oo
1L41 >262.63 ng/L 0.812(0.779 ~0.847) 0.703 0.820 0.523

ACE2 >16.14 pg/L0.815(0.761 ~0.852) 0.751 0.809 0.560

P& 0.878(0.844 ~0.928) 0.806 0.795 0.601
30 i

KD J2 JL 3 1% UL 60 L5 58, S S e S 1 R I
BB A BT RIS NS Ik S M S, T 4k & T
% BRI %6 LA B DRSS . CAL J2 KD fi
AR ™ T B R, W R AT KD 2k, i)
B A LG O JTLAREE , S KD B8 LS 1 TS
fEERESY, BARAREE LS MR T R
KD £ JLAE S | K B 1] K2 C 2 1% 78 1145 48 b AT Al
CAL fy X TAE 258, U Kobayashi 2484 " {H A []
VAR R GAEAR R DA SRR e 22 5, ME LA
ZR TR, WARFSE KD W5 HLE , g
BT KD HUL CAL %A KUK 10 A4 rbr s, B
FEE L.,

TL41 2 —Fh G 2 P 7, B M S bk

1.0F
0.8F
i 0-6F
jicd
B
0.4F
. — TL-41
0.2 — ACE2

— PITUS

(V= I | 1
0 0.2 0.4 0.6 0.8 1.0
1-F¢ i

B i IL-41 ACE2 K PIsie& 7l KD L& E CAL 1)
ROC &/t
Fig.1 ROC curve analysis of serum IL-41, ACE2 and the combi-
nation of the two to predict the development of CAL in chil-
dren with KD

DR 5175 384 I 0 240 L U 0 7 2, LA 8 A A
FE A A B o A 4 B R & PR e il i AR
FI™ . BRI, T4 A 48 58007 B W5 A2 30 14 1 4
B 20 R PRI SR, LS P9 B2 D RERERS , 51 & T
I VR 58 2 0 9 2 2, S T AE 9 KD I A o6
Pyt AW, KD UL S IL41 ki, 5 8L
PRI K, X 5 Cai % HRIE LR —3, 1R IL-
41 25 KD B i & A4 kBl # . A0 7 H LA, KD
AR SRR A 6 DR 40 PR PR B R F-ou L (1A -
17 ZEREASIT B V0L, (20 TL41 RREAL, IL41 B8
1085 T8 A1 SO 5 L v P 00 S5 B 3 A B TR,
UM R L1 K e S RE B As i & A2 B4k,
IL41 K- Th 5 B4R 5 KD HULITE D-— Rk N
AR Vit 0 G AT A K, 0 = 30 ik P B 20 B 47, () e
IRV TgM 7K -, sk 15 1 45t 0 18 52 o A, 0T i
KD LG R o AT 45 R F W, i 1141
T 52 KD gL CAL R A il fa b 2, 325
I35 1L41 25 KD (L CAL %4, EH 557, —
DTSR IL41 BEASAE HE 5 W 40 0 3o B2 35 1k, fIE i Stk
1K L5 B Rt 48 P 200 M 950, SR B 3l ik 48 B
PEPE SN R T B, 7T R s A AR . S —T
T, A 2 AR E , IL41 BEA%3M 7 S DI % Thl 2y
i1 Th2 200 26 467 , b 3 0485 1A 12 40 o 4 B M 5
R I , BR3P 200 M % S i UL i A
JRE, T KD (LR Skt 2 FL i, R 2375 5
ok 6 8 BK 2R F19A T T 25 MR TR I, S BUR LA BT
JEHRTS Ik, KD LI IL41 FHE S5 KD B
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R R ETERIITAL CAL &4 B4 Wibrisd

ACE2 Zitth e PRI T~ Xp22. 2, HoAf Shy—Fofo 5 s 7Y
B4 T R K , 774 T VN Bz 4N R L Rz 4 i i o 3 1
S5 M B E T HA R, 275 108 -8 LA ) 3%
B TR B K B A 4 40 PR RN R S5 4 AR 1 R 7
e AR IS AR R R AR, A
WFoEr KD & JLiME ACE2 /KFTHe, 5 &t . C
RN A MBS RIFA X, #E8 ACE2 25 KD %
) &t B B, X 5 RE A B 5T b KD B L I v
ACE2 Th 25 B4 25 8 — 3. KD LI ACE2
FHE S5 ACE2 JEH Z 8504 %, Wit RI, ACE
I/D 22 PEREUEHE I KD () o, AR T4 B8 1 41L
#,KD LAY ACE FE[H 1D 35 R T A 34 36 |, Il 75
ACE /K F#m" o 540 KD S A 148 9 Bz 34 I
WafEHE ACE2 B2 My , 58 KD &£ LI ACE2
KT, MLE ACE2 /KF- T REAS i KD 2bE i
MBI R S, 2 KD ik ie, o,
ACE2 AERZITE SR WEAN I A% R 1 B {553 i
RSN 1B MR IREN T o SR RIK,BS K E
MRS S A SR R 5005 U P R i, B
N R IHRERERG ™ L B Ah, ACE2 iR 6% 1 i R 4y
fRFEH 88 R UK MR AR 15 T N B A PR T, 3 3l
N B A S AR G 2 T A 2 A e LA W 4
SRR, ARBESE R 5 ACE2 T g fig
I KD gL CAL (1 & A R, 37 I8 ACE2 J2&: 371
Al KD &L CAL A Ybr W, 24 7B, ACE2
PR 2 TR T REAS A 1 5 W 40 i e o e 4 e 32 i) 5
BE BRI A BELSAE , S BRI S ORIE AR IE . 5
Hh, ACE2 [ I 7% S BN A P K 240 M A9 4T il /) e 58 4
RE SIS, it /N R A I 16 Ak, £ a0 e iR 30 bk P e
P A 5 B AR PR T I, [T S o LR J T 4 240 i
HE I LR AR UG s e R S DK e e s
BHZE . i, ACE2 /K VT 52 5 KD Bk i % 4k
K, B IR, CAL KA A9 LIS AR 9. AWF5E
o I TL41  ACE2 & X KD L &4 CAL 912
WA R = , SRS FNARe 5 43531k 0. 806 ,0. 795, &
A I B A A Rl KD L CAL (% 4. LR}
P i ] MR A A7 141 (ACE2 7K -5 KD £ JL CAL 1y
R AT RO PR % e UL, TR T
WGYT , )] BEAE S 5k 00 CAL 1Y &/, Il i L
WU o

Zi LR, KD LIS IL41 ACE2 J+i&, 5%
IR [E] (G2 B 1 R A 2% I 22 T A G, T 2 T g
25 KD S (10 K A %, S8 1 KD i i A8 9 b i

Y. IMiF IL-41 ACE2 JhE &2 KD &)L CAL &4
BT A 5 TR 25, P TR 5 B 8 A S KD g8 )L
CAL &M o ARWPFBAFAEAN R, FEAR T AR, 94
ARG T BEAEAE I (o, A 15 4 5 7 KRR AS 1 A7
AT 5350, AWFFE AR RE XA YT i F vp s 1L
41 (ACE2 JK-PASAE AT S A8 W, W0 25 e 45 1 T 2F A
IVIG S47F R REE AR A5 7550 TR A
FFR IS IR EE WO 25 i 5
EERAE AR
2A2 AR BRI T 0] R, ISR R, SERE A T R
BRI, A AR B R SCIRE IR S IR AR KA AR
B TR BRI TR, AT SCHR IR AT R
% ik
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[# ZE] HEy &0 EEB5EET 1(PON1) & 1,25 “ 53 %E D, [1,25(0H),D, ] 7K K Hou 45 8 %
HI RO MG (CVD) T E. FHiE  FEHL 2018 4F 2 J—2022 4F 2 JJ v [ A R A ik ZE 066 B0 £ B BA 28 LN
O BEBE B RHSTA H B 7 B 3 88 B B 2L, IRAE B ™ R, A AR WA (n =34) (P EEEZ (n =26) F
HIETW A (n =28) ; iR AIF CVD 4343k CVD W4 63 FIF1 CVD W4 25 i, el EE B [ 3 ARG el e 2 70 il
TR FRZH o, TEERR S5 W B S 90 G 1 Y PONT K2 1,25 (OH) , Dy 7KV 5 LA [ 17 R e 4R TS o S8 3 1ML T PONT K¢
1,25(0H),D, /K F-22 5 ; Z HE Logistic [B] I3 #7541 8 5 £ 5 JF & CVD [ R 38 5 52308 T VERRAE 1T 4 20 I il
PONI % 1,25(0H),D, XHRJEW B EH & CVD I E. &R B4R PON1 & 1,25(0H),D, KFEF
{EERREXT BRZH (£ =51.008,25. 088, P #4 <0.001) , 115 PON1 J 1,25(OH),D, /Kt , W4l > T4l > &
4L (F =207.130,54.240, P 35 <0.001) ; Framingham KUK EE4 (FRS 43 ) 2 5 AR JE 5 (R 4 91 & CVD B lsr 1
W2 3% PONL K 1,25(0H),D, FHEi A8 B Z [ OR(95% CI) =1.791(1.294 ~2.480) ,0.623(0.493 ~0.786) ,
0.630(0.495 ~0.802) ] ; IfiL 7% PONI 1,25 (OH),D, % W 30 ¢ & Fi i 46 J8 9 5 % 9 % CVD ) AUC 4351 % 0. 815,
0.784.,0. 878 , Wil 5 1Y AUC 5 T 1L 7% PON1 J¢ 1,25 (OH),D, BpliZ Wy, 22 5 R geit 2 5 L (Z/P =3. 124/
0.002.3.349/0.001) . #&it 4B MG PONL J 1,25(0H), D, K- 548 J s (B 5 o 13 T SRR A O, A B4
R PR JE S R CVD R A T4 7

[XBiA]  HER ;O MAER ; A REERRT 151,25 44 % D, ; Framingham 343

[FESHZES] RIS8.63 [ ZEktRiRAE] A

Predictive value of serum PONI and 1,25( OH),D, in psoriasis patients with concomitant cardiovascular disease Du
Xiaoging, Ma Yuxin, Yao Limin, He Qiang, Qi Yanning, Wei Bo. Department of Dermatology, 980 Hospital of the Joint Lo-
gistic Support Force of the Chinese Peoples Liberation Army ,Hebei Province, Shijiazhuang 050082, China
Funding program: Hebei Provincial Medical Science Research Project Program (20211587,20231294)
Corresponding author: Du Xiaoqing, E-mail: duxiaoqing4539@ 126. com

[ Abstract] Objective To detect the levels of serum phosphorus oxysterase 1 (PON1) and 1,25 dihydroxyvitamin
D, [ 125(0H),D; ] and their predictive value of predictive value of concomitant cardiovascular disease (CVD) in patients with
psoriasis.Methods  Eighty eight patients with psoriasis admitted to the Department of Dermatology, 980 Hospital of the
Joint Logistic Support Force of Chinese People's Liberation Army, from February 2018 to February 2022 were selected as the
psoriasis group, which was subdivided into a mild subgroup according to the severity of the disease (n =34), a moderate
subgroup (n =26) and severe subgroup (n =28); according to whether combined CVD was divided into non-CVD subgroup
63 cases and CVD subgroup 25 cases. Seventy cases of healthy people who underwent medical examination in the same pe-
riod in the hospital were selected as the healthy control group. Enzyme-linked immunosorbent assay (ELISA) was used to
detect serum PONI1 and 1,25(0OH),D; levels; differences in serum PONI and 1,25(0OH), D, levels were compared among psori-
asis patients with different degrees of disease; multifactorial Logistic Regression analysis of the factors affecting the compli-
cation of CVD in patients with psoriasis; analysis of the predictive value of serum PON1 and 125(0OH),D, on the complica-
tion of CVD in patients with psoriasis by working characteristic curve of the subjects. Results The serum PONI and 1,25
(OH),D; levels in the psoriasis group were lower than those in the healthy control group (¢ =51.008, 25.088,P <0.001). Com-
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parison of serum PON1 and 125(0OH),D; levels showed that mild subgroup > moderate subgroup > severe subgroup (F'=

207.130,54.240,P <0.001); high Framingham risk score (FRS score) was an independent risk factor affecting patients with
psoriasis complicating CVD, and elevated serum PONI and 1,25(0H),D, were protective factors [ OR (95% CI) = 1.791
(1294 —2.480), 0623 (0493 —0.786), 0.630 (0495 — 0.802)]; serum PONI, 1,25(0H), D, and the combination of the two predic-
ted the AUC of concurrent CVD in psoriasis patients to be 0.815, 0.784, and 0.878, respectively, and the AUC of the two

combinations was higher than that of serum PONI1 and 1,25(OH),D, diagnosed alone, and the difference was statistically
significant (Z/P=3.124/ 0.002, 3.349/0.001). Conclusion The serum PONI and 1,25(0OH),D, levels in psoriasis patients are

related to the severity of the disease in psoriasis patients, which is expected to be used as a new indicator to evaluate the

occurrence of CVD in psoriasis patients.
[ Key words]

score

BRI —FhR I F B R R BN, 5 B R
TEITHEXEAT " o AR JE R R 4 O LA G ( cardi-
ovascular disease,CVD) , 3.0 I 45 A B =419 & 4
JRUK: , 4 2 55 U8 6 B 5 I WU 5 A AU G I 1
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IR BB R 1,25 TR IE4EEE Dy[1,25
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L1 IGIRTERE BEHR 2018 452 H—2022 4F2 H
N B ZE I Sh PR BB BA S L\ O B Bt Bz R RHITR AR
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TRIREE 4 B, JCHT A 59 B4R e ARG s 5 6 %
M 15 i, ARYEE AT & CVD, 439k CVD W4 63
BIF CVD W41 25 1] ( GebAR S0 ik ks e B Ak O JUE 5 17
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PRZE Lo A A ([ 2018 1R - (28) 5 ) , 52l
FIE MG R EIEZ B RE.

1.2 Bk sebnde (1) WA bR E: OFF & 4

Psoriasis; Cardiovascular disease; Oxygen phosphodiesterase 1; 1,25 dihydroxyvitamin D,; Framingham

B 22 B IR A 27 23 o i b [ AR B R 12T 4R
5 (2018 SERERR) ) 70 v 4R 8 95 12 W A o s @) Uk i2
B > 18 % QI R TR 2 @ B iR B i &
R FVATT o (2) HEBRARAE : D4 I H At 7T B 52 1o WL
BREE RN B R s @5 I Fo Al B B B e PR R e
PR 5 B 4T U 191 50 2L 2ok s @& JF I 2 fg
(R

1.3 WL bR 5 5 i

L30T IR BERE AR A BIFFE R G 501 AR 1% A4 5
AR BMI) HR R s 28 I sl R s Ae A e K T ek
JEAE IR IR BER,

1.3.2  [fi%§ PON1 Jz 1,25(OH),D; JK-FAa il : 2%
ABE28 H i =/ il Fe o B A A Y H R AR 25 IR e Bk
15 ml, B0 B E 2 UG R o R FH Tl EBC £ 922 W of
S (BUPL AR e ¥R ) K I oM 7 PONT J& 1, 25
(OH),D; 7K*F-, A PONI ELISA #5f| & { V5%
R A FDL AR5 JL14066, A 1,25 (OH),D;
ELISA 10 & W A bl i A W R A W)L 585 ZC-
35899, Multiskan SkyHigh 4> K B b W B 2 [F 5§
LA

1.3.3  SC o ar . bR il Rk FH i s i S AL A A
N 223 W% e s VRORH € 38 2 000 e W Ak M 2025 11, D-10
B ML U A LA SR A A, 42 A Sh AR I
% ( Cobas 8000 4= [ 5l Ak Ak 43 A% K ML £ 12050 W i i
i SRR/ D 1 (1 2 N L B e I = o o
AR R (HDL-C) i %% 22 A5 £ U IH [ A% (LDL-C) | Ifil
NG NIV Y AN

1.3.4 SRR 2% Oh ER W27 e M
(2018 SEHERR) Y7, VA R RS 5 58 M 25t 1 Bz 51
T AR 2 5 % B P4 ( psoriasis area and severity index,
PASI) 1K s A= 176 5t i 1743 ( dermatology life quality
index, DLQL) , 4R JE 4L & 70, W4 (n =
34) . i FL <3% ,PASI ¥4 <30 43, DLQI $E4) <6
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3 HEELZH (n =26) : FZ A :3% ~ 10% , PASI ¥
5131 ~60 43 ,DLQI #1436 ~ 10 3 HEW2 (n =28)
FEAE L > 10% , PASI ¥£43 =61 43, DLQI #¥-43 > 10
gFe RTA & #E4T Framingham XU 353 (FRS 3
G0 JHTVEAG R R # CVD B & B XU ™ . FRS
VEo> EBARE R M ) AR B IR B | = AR R
P JUE T MAC &4 s AR R >0 15 5 R R A T A, PR
L O ~ 17 43, 4 (B &7 4R B S F 3 ROk & 2 CVD 1
JRUBGS: i 7

1.4 Seit2edrik 1 SPSS 24.0 Giit#kf4FE 4741
Pt IESAEITF R TR x £5 FoR,2 4LiE] L
BRI FEAS ¢ 55 5 THECTERE I R (%)
R LR R X2 K ; Z A 2 Logistic [B] 5434
SUMAR B G B I & CVD [ 2 32 % TAERRE
(ROC) hZesr#rifiL il PON1 f 1,25(OH),D, X 4R )
SR I & CVD M EAN . P <0.05 AERA%
ES-3'@

2 # B

2.1 2 #IfiE PON1 J2 1,25(0H),D, b ‘HBJEH
ZH1MiE PON1 f 1,25 (OH),Dy /K43 51 4 (6. 28 +
1.26)ng/L, (17.24 +4.31) pg/L, Ik T fd & % 18 41
(25.14 +3.17) ng/L, (31.57 +2.31) pe/L (1 =

51.008 .25.088,P ¥4 <0.001 ),

2.2 3 WAHARJE B IS PONL J2 1,25(0H),D,
KA HfiLfis PONT K 1,25 (OH), Dy K- oA, 42
JEWAH > P EEEAH > EEEEAH (P 4 <0.01) , L3R 1,

F 1 ORE) IR L AR 8 9 A8 2 I3 PONT J2 1,25 (OH), D,
K- (x45)
Tab.1 Comparison of serum PONI and 1,25(OH),D; levels in

psoriasis patients with different degrees of condition

4 5l 1% PONI (ng/L) 1,25(0H), D3 (pg/L)
R 34 10.53 £1.46 26.14 +4.71
Rl 26 7.22 £1.20 18.03 +4.22
EHETH 28 4.01 £1.02 15.04 +4.05

F Al 207. 130 54.240
P <0.001 <0.001

2.3 JdECVD 45 CVD W 2H 45 J8 9 25 i PR %5 k)
s CVD W4 AH s FRS $E43 \PASI $F43 &% DLQI
R4 W 5w T4E CVD 41, i 3§ PON1 &% 1,25
(OH),D; KK FHE CVD Wdl, 2R A Gl =5
Y(P<0.01), 032,

2.4 FWSREREE I L CVD B2 A 2 Logistic [0
ot DURJE B RS Ik CVD A& (1 =

#2 HECVD WL 5 CVD iV 2H 48 JB s i 3 1l R 2ok} L

Tab.2 Comparison of clinical data between patients in the non-CVD subgroup and the CVD subgroup

5 o ooy et rit
PER(H/ %) 35/28 15/10 0. 144 0.704
AR (2 x5, %) 58.41 £10.25 57.95 +9.41 0.194 0.847
BMI(x +s,kg/m?) 24.43 = 3.11 24.57 £3.20 0.189 0.851
BIEREIELBI(% ) ] 3(4.76) 2( 8.00) 0.089 0.765
W AR s [ 5% ) ] 5(7.94) 10(40.00) 13.013 <0.001
45 E (% + s, mmHg) 125.21 +15.26 130.26 +18.23 1.323 0.189
£F3KE (% £5, mmHg) 78.25 £10.36 81.15 +10.41 1.183 0.240
Z3 G I (5 £ 5, mmol/L) 6.03+ 1.42 6.41+ 1.29 1.161 0.249
LM EH (x +5,% ) 5.79+ 1.65 6.24+ 1.70 1.144 0.256
SAIA [ EE (% £ s, mmol/L) 4.73 £ 1.23 5.20+ 1.24 1.613 0.110
ZREH (5 £ 5, mmol/L) 1.59+ 0.42 1.71+ 0.38 1.241 0.218
LDL-C(% +s,mmol/L) 2.92+ 0.83 3.01 = 0.60 0.493 0.623
HDL-C (% + s, mmol/L) 1.08 + 0.22 1.04+ 0.21 0.779 0.438
T LEF (% £, mmol/L) 69.16 +16.33 72.87 =11.61 1.035 0.303
IMJRZA (5 =5, mmol/L) 5.65+ 1.84 6.04+ 1.78 0.905 0.368
M RER (% 5, wmol /L) 329.30 +51.34 341.22 £41.60 1.033 0.305
FRS W4 (2 £5,5) 12.30 + 2.46 14.21 £ 3.96 2.733 <0.001
PAST 43 (% £5,43) 46.43 = 8.01 61.27 + 7.70 7.922 <0.001
DLOQI #¥43 (% +5,%3) 7.62+ 2.14 11.69 + 3.31 6.828 <0.001
PONI (% +s,ng/L) 7.52+ 1.41 3.15+ 1.07 13.964 <0.001
1,25(0H),D; (% £5,pg/L) 20.04 + 4.38 10.18 + 4.04 9.728 <0.001
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R0 =75), UG AR FRS $43  PASI 343 . DLQI ¥
43 L3 PONL % 1,25 (0H),D, iy A A&, i1 2
% Logistic [M1J9434r, 45 58 WK, FRS P40 5 2 52 i 4R
JE 5 B IE & CVD [y fE R R 25, 1M iE PONT & 1,
25(0H),D, FHE AP R (P <0.01), WK 3,

R3EWERIEREE BRG CVD ZERZINE Logistic [0
Vil
Tab.3 Multifactorial Logistic regression analysis affecting the oc-

currence of high-risk CVD among psoriasis patients

ES I BiE SE{§ Waldf§i P{Hi OR{E 95% CI

W AR st 0.157 0.102 2.369 0.116 1.170 0.958 ~1.429
FRS #4385 0.583 0.166 12.334 <0.001 1.791 1.294 ~2.480
PASITF43E  0.185 0.129 2.057  0.287 1.203 0.934 ~1.549
DLQI ¥F435  0.202 0.165 1.499  0.347 1.224 0.886 ~1.691
PON1 15 ~0.474 0.119 15.866 <0.001 0.623 0.493 ~0.786
1,5(0H),D; f5-0.462  0.123 14.108 <0.001 0.630 0.495 ~0.802

2.5 Ifit# PONI J& 1,25(OH),D; Tl 48 i B # 5F
& CVD M 2l ig PONT f 1,25(O0H),D, i
DR B 9% 8 I & CVD M ROC £k, Jf 35
AT A (AUC), 45 2R B 5 L iE PONI 1, 25
(OH), Dy K 19 J5EK 45 T80 82 )8 o 582 % 0F & CVD 1Y
AUC 43514 0.815 0. 784 0. 878 , BTl & 1 AUC 25
T PONT 2 1,25(0H),D; Bz, 2257 BA 5
e X (Z =3.124 .3.349, P =0.002.0.001) , W5
4. El1,

&4 LA PONL ke 1,25(0H), D, XJHLE i & I % CVD 1Y
T {4
Tab.4 Predictive value of serum PONI and 1,25(OH),D; in

psoriasis patients with concomitant CVD

5

2k
T BWHE  AUC 95%CI Ry 4SS %é#c

PON1 <3.25 ng/L 0.8150.775 ~0.849 0.721 0.841 0.562
1,25(0H),D; <11.18 pg/L 0.784 0.745 ~0.828 0.674 0.830 0.504

iRy 0.878 0.841 ~0.9310.813 0.782 0.595
3% i

RGN B IR B JUR 21 B 6 o 1k el 2, B A
SR IRIE N F o N2 6 S+, 51
4 B RN N S EEIRAS |, SR 1 Sl Bk ok RE A AL TE B, , 1
I CVD % KT, FRS PEAM &AL 3 350 1 45
HRAEW RUEPR . AAWFF R, FRS ¥4 2 % 1
B B E I & CVD [l sy AU &K, 8 71 FRS 7F
oA BTN AR B B CVD By R AR . 2 47
B, B8 e 8 3 BAT AR ER B AR 0 S Je, WA v i

1.0
0.8
o 0-6
#
#
0.4
o.2H -7 PONI
— 1,25(0H) D,
. — PITHIE
0 I I 1 1 I
0 0.2 04 06 08 L0
15

B 1 ROC #iZsr#riiiis PONI Jz 1,25 (OH),D; X )5 ik &
#HIFR CVD HH A

Fig. 1 ROC curve analysis of the predictive value of serum PON1

and 1,

concomitant CVD

25 ( OH ),D; in psoriasis patients with

FE B i i 55 55 FRS P43 00 R 342 S ik 2
Fik ok AT Ak A TR B, 380 T 0 I 90 B R A RIS o
B FRS P43 oK 5 1 o R AR i s S8 8 1 AR P ) hvg
RARAEGE R F 7= 1 sl ik R Ak 14 532 1), e 903000 o6 1
EAFE—E AR . TRABRITAR B R ALE, Sk
REBEIEAL CVD &AM I i A= Wbn 4, A B T4 8 9
& CVD YRI5,

PONI J& “F Xof S0l I3 2 W i %, e 485 65 v %% B3
HE, K45 TR T R R K TR . BF ST R,
PON1 L55M LR 25 RRASHE INMLIA TN 1 B R &
B &K SF, 38404 B e 1 & A KU o AR BIF S
o BRJE R R I PONL /KP4, 278 PONL A G
Z5ERNRA . BB B ML3E PONT ZKF-FEA%
SRR TR O WEIE LB, B8 & e AR
TV B2 B R 815 412 32 A% 5 1R 400 L 7 3% Ak S T 9k B2 240 e
] Thi #1504k, FEOMRIRFEH T o A R 22 54
RV TR £, dE M il PONT 7% 5% Je 5=
K, AR IS PONT f/KFE 0 4k, ifi% PONT &5
BB T T B AR A G, AT R A il PONI
IO REAR T SRS AL PR BRI RRAR, K A 3
PR AR B | 2 Bk SRy R A 2 g T ot S Ak A T T il
B LA TG B 1A R -17 S5 IR 9 s B 43 6,
BB RS RS BEFE W], PONL /K F [
R BUREH FERR A & 2 AR R A A A, IR 2R
PRI A 5 PERG I, 2o 80T R R i E A
i B B B I R R itk Ak, PONT A g — Fift 45
B R v % P NE AR A DG B FURE I, LA X PN R
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LR | 57 2 I 1) 7K i BE 7, JL 3R kK P BE AR 51 R
HDL & & H DI RERLAT , [F] IR 34 i LDL 5983 1 , 4t it
LDL 944k, I el R sl ik i Bz 240 463 47 , S 2sh ik
PREREALIY %A=, ARG I3 PONT ZKSF- T8
S R IF & CVD RIS AR I R 2 A HAL
il , PONT fEAE 2 I [#6] e F) 305 172 3 i , A 42 0 30 ok ok A
REALIIAE T o WE5E W], PON-1 41 i I 5 2 s 2
(2L, PRI AR SN BK 15 P B 40 B RSl i 114 o S A
05 , 1) Sl kot B AL AR IR B, Dol AN R0 M4
PR A AT R R SR SE DR T o 4 )
FIBAMEPEANFE PONT, 2551 S HAE 0 35 i 4 s
o SR B AU I BE SR AL I IR, S LA SR A A
AL R G I0 V-A , W I S 5 B J505 B
I, it PONT 27 i AT BRI o J 59 4 CVD YA
Yrbs&s, L PONL g #L i 036 7 ml BEA B T R A%
CVD B (4 5 A XU

1,25(0H),D; B4R D M EZEMEA, 25
VAT AN A KA R e e o BFACIESE, dE A
D ik = BRER A A L RERZ R T bk L 200 2580 I A S e 240
JE A IEH IRE , 18 B IR S BEAS AR IS I, K AR e o r)
KA B A R S, R S R LT 1, 25
(OH), Dy 7K, I 15 458 g 8 5 1 R A K
$75 1,25(0H),D; Z 5H I AR LR, W)
JE o R L3 1,25 (OH ), Dy ZKP-FEAR A9 ELACHL 1 14
AVERE AN I /D HEE R D AR N 2 2854k
MR 2 T EUE B ML 1,25 (0H),D,
IOFREAR o BRI KWL, L3 1,25 (OH), D, 7K OF- B
MRAERE S LG A T 7k S 40 | SRR S e 20 M, 5| o
FAMSEIN T o (3R 6 S id BERIK IR JA i Bz 45t
JRHS A I, AR 3HE 1 RIS BN L 1Y 3 B B e 5
Hh,1,25(OH) , Dy FEARTEC 551 T 40 ) G2 10 1
ROV D85 , 12 I EE Th 789 564 s Ry, i e 4R s g
e AR . ABFICUESE, I 1,25 (0H),D, FF
R E R R E IR & CVD R R R R R A T
1 1,25(O0H), D, A B TR A 8 & CVD )%
A o IR L3 1,25 (0H), Dy AR FEAR
JINER R R LA PN B D RE R 0 S 9 BTG , Al i
Sk RERE AL AT B, 39 CVD B R A K. BF 9T %
H1,1,25(0H),D, BIFEARRERE L N R 40 i b A%
T kB et A ER6 FA K1 KN R 1 9K
I8, 5 | AR LA P R A0 M A 5 S S RE R A 55 A IF IR
S, M3 1,25 (OH), Dy ARF-FEARRERS SR LIS 5 70
PR, ML AT, I Wt 2 i oA L P2 it
TRANN , TS5 AL A5 45 B 30 Ik ok ok BRE R ) JE

W o A AT RIS 27 AR R K B JUL 40 A
N B M AN L T LA P TR AR R A T
¥, FECOIURT A1 1,25 (0H), Dy JK-F R4,
ANREIE I A 0/ BES5 0 ILAE PN B A, 53R
IS 9P SR NN, 48 38 S Wk g RE R S AR A
WFFER M, ML PONT J 1,25 (OH), Dy B3 X4
BE IR CVD T it 28 F T AR 0. 878, BEUREE
FeSt B o 0.813.,0. 782, F W il 5 PON1 M 1,25
(OH), D, B REWSAT TN AR s (8% JF & CVD 1Y
WURS . WK b, BE A W] 2 2% 0l i PONL J¢ 1, 25
(OH), Dy 7K, X 4L i 18 4 9 & CVD 1 XU i 47
VAl I LR ICT BUAT R I, LU CVD i &4,
AR i FR Y R TS .

g bk, HRE W B I HS PONL J% 1,25
(OH), Dy 7K BEAR, 1 3 15 08 o o 15 ™ 7 7 J3E A9
K, PSR G X AR s £ JF & CVD i IRURS: B AT 45
AOTRIAHEL . AT WA AE — € /YR B, Dy B rprgs ]
JBRPERIESE , FEAS AT BR , A A Ja B AT IE M Z i ok
FEAS By I R X 56, T A BF 58 1L ¥ PONL JZ 1, 25
(OH), D, 7EVFA ARS8 CVD g F (e
P 3 0 52« I AT A3 PR W 0 2 o
EE =

A EF VOISR ST e SRS B 20,
P AT R, V8 SO A 5 ok T A S AT S AR R AR
B, 3 IR B s 47 3% EAT G2 o0 T s e T R SRS,
WIBH0 2 ST | PERHY A2 R
&% ik
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(# ZE] BH  FTZORREIFE M H T Tu(TUFM ) 58 ot R0 14 1 W6 02 35 il 3 ik = B ( PARD) ifiL % 5 998 (4 4
HLEl, Ak 2022 4F 1 H—2023 45 6 H TiIL TH ANRER P OLEEIMHATHE ., ¥ 36 H g it Sprague-
Dawley K ERBEHL 7328 %6 IR (Curl ) 20 K7 (PAH) 21 \TUFM 31 335 (OE) 44 \OF (1% I8 (OE-NC) 41 . 7 & & RNA
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OE-NC 411 OF 2, 470 S48 i R ik v 22387 8 7 7 D0 K BRI I 378 30 017 2% 5 93 A 3R - 21 % o 6 DU ik 7N 3 i g L 45
¥ 5 GGG R DU TUFM 21 25 A7 5 40 A T30 A6 D0 40 R 18 0 37 S5 Pl 0 O S R A 45 K R 1) e/ DN 28 1 B e D
FAGIN TUFM | [ Wi | T R 1 i 355 Ak 2 1 8 ( AMPK) /T 2L 30 ) 75 0 35 3 ¥ 2R 1 (mTOR ) 3 B8 AH G2 1 3R 3k
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(PAAT) 4557, 38 s il /N 2 Ok AP 28 [ o PR B JEE A5 I B8 L4 2  TURM R 3R 1 2085 111 (BECNL) AR AH G
SR 3(LC3) TI/T A B IR 4M0 2 (Bel2) 2 F3R3A T & , P62 Bel2 AHG X 2 1 ( Bax) FIJA T- A EE K F ( Apaf)
HEFRBREM(P <0.05) ;5 PAH 41 11%¢, OF £ PASP F &, PAAT 4557, fiti /N3 Ik 48 BE J& B2 T 5, il 3l ik TUFM
BECNI LC3IL/1 1 Bel2 35T, P62  Bax Hl Apaf F2i5 A (P <0.05) ;5 PAH 41 4, Sh 4 PASP [%/%, PAAT 3
e, it /)N A B JEE B R A8 I B 7 BE A T 5% , TUFM BECNT | LC3I1/T #1 Bel2 3R IKREAR, P62  Bax I Apaf 3575
(P <0.05), 5 Norm 41 b4, Hyp 41 PASMC 4l TUFM % 1A FH 5 ;5 Si-NC 414048 Lk, SIRNA-1 FT SiRNA-2 4
P62 Bax #& [1 335 F 15, BECN1 | LC3I1/T, Bel2 [\ TUFM 335 B AL, Zeobi A 25 44 58 5% , PASMC 41 it 38 5 1 M KR I, 20 il
p-AMPKZE 35 Al , p-mTOR 235 715 (P <0.05) ; 5 OE-NC 4H [ %5, OF £H 41 s P62 Fl Bax % 4 F 5 F& 1K, BECNI |
LC3IL/T,Bel2 1 TUFM 33K T , 40 Sohn A5 407 97 i, i W7 24315 2% , PASMC 4t i 3¢ 4 6 P BH S 7 =i , I p-AMPK 3%
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Silent TUFM regulates mitochondrial autophagy through the AMPK/mTOR signaling pathway and its effect on pul-
monary arterial hypertension in a pulmonary heart disease model rat Cui Benke” , Wang Yan, Lu Yunfeng, Du Juan,
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110016, China
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[ Abstract] Objective To explore the mechanism by which mitochondrial translation elongation factor Tu (TUFM)
promotes vascular remodeling in pulmonary arterial hypertension (PAH) through mitochondrial autophagy.Methods The
experiment was conducted in the Central Laboratory of Liaoning Provincial People's Hospital from January 2022 to June 2023.
Thirty-six healthy male Sprague Dawley rats were randomly divided into a blank control (Ctrl) group, a model (PAH) group,
a TUFM overexpression (OE) group, an OE negative control (OE-NC) group, a short hairpin RNA (Sh) knockout TUFM (Sh)
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group, and a Sh-NC negative control (Sh-NC) group, with 6 rats in each group. Except for the Ctrl group, all other rats were
given a one-time intraperitoneal injection of 1% monocrotaline (60 mg/kg) to induce cardiogenic pulmonary edema (PAH) in
a rat model. Rat pulmonary artery smooth muscle cells (PASMC) were cultured under low oxygen (3% O,) conditions for 24
hours to simulate the in vivo pulmonary arterial hypertension microenvironment. They were divided into normoxic (Norm)
group, hypoxic (Hyp) group, small interfering RNA (SiRNA-1) group, SIRNA-2 group, Si-NC group, OE-NC group, and OE
group. Right heart catheterization and pulsed Doppler ultrasound were used to detect pulmonary hemodynamics in rats. He-
matoxylin-eosin staining was used to detect the pathological structure of pulmonary arterioles. Immunofluorescence co stai-
ning was used to detect tissue localization of TUFM. Cell counting method is used to detect cell proliferation. Observation
of mitochondrial structure and autophagosomes using transmission electron microscopy. Protein immunoblotting was used
to detect the expression of TUFM, autophagy, apoptosis, and adenosine phosphate activated protein kinase (AMPK)/mam-
malian rapamycin target protein (mTOR) pathway related proteins. Results Compared with the Ctrl group, the expression of
TUFM protein in the PAH group rats increased and was mainly associated with PASMC markers o smooth muscle actin (o
SMA) is co localized in the intima of pulmonary arterioles, but not with endothelial cell marker CD31. The pulmonary artery
systolic pressure (PASP) increases, the pulmonary artery acceleration time (PAAT) shortens, the distal pulmonary arteriole
wall shows concentric thickening, and the lumen is almost blocked. The expression of TUFM, benzyl chloride 1 recombinant
protein (BECN1), human microtubule associated protein light chain 3 (LC3) II/I, and B lymphocyte tumor 2 (Bcl2) proteins in-
creases, while the expression of P62, Bcl2 related X protein (Bax), and apoptosis activating factor (Apaf) proteins decreases
(P<0.05). Compared with the PAH group, the OE group showed an increase in PASP, a decrease in PAAT, an increase in
pulmonary artery wall thickness, an increase in pulmonary artery TUFM, BECNI1, LC31I/I, and Bcl2 expression, and a de-
crease in P62, Bax, and Apaf expression (P <0.05). Compared with the PAH group, the Sh group showed a decrease in
PASP, an increase in PAAT, an improvement in pulmonary artery wall thickness and luminal stenosis, a decrease in TUFM,
BECNI, LC31I/1, and Bel2 expression, and an increase in P62, Bax, and Apaf expression (P <0.05). Compared with the Norm
group, the Hyp group showed an increase in TUFM protein expression in PASMC cells. Compared with the Si-NC group
cells, the SIRNA-1 and SiRNA-2 groups showed increased expression of P62 and Bax proteins, decreased expression of
BECNI, LC31I/1, Bel2, and TUFM, intact mitochondrial structure, decreased proliferation activity of PASMC cells, decreased
expression of p-AMPK, and increased expression of p-mTOR (P <0.05). Compared with the OE-NC group, the expression of
P62 and Bax proteins was reduced in the OE group, while the expression of BECN1, LC31I/1, Bcl2, and TUFM was increased.
Some mitochondria were damaged and collapsed, and cristae rupture disappeared. The proliferation activity of PASMC cells
was significantly increased, and the expression of p-AMPK was increased and p-mTOR was decreased in cells (P <0.05).
Conclusion Silencing TUFM can promote mitochondrial autophagy and accelerate apoptosis of PAH pulmonary artery
smooth muscle cells by activating the AMPK/mTOR signaling pathway.

[ Key words] Pulmonary arterial hypertension; Mitochondrial translation elongation factor Tu; Smooth muscle cells;
Mitochondrial autophagy; AMPK/mTOR pathway; Rats

- 479 -

fii s Bk = J& ( pulmonary arterial hypertension,
PAH) & —Fift 3 PO L8090 , L 1 A5 P L 26 4 o
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Fig.1 Expression level and localization of TUFM in pulmonary arteries of PAH model rats
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Fig.2 Effect of TUFM on hemodynamics in PAH rats
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Fig.3 Comparison of pathological structures of pulmonary arterioles in different groups of rats ( HE staining, x 200)
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Fig.4 Western blot detection of mitochondrial autophagy and apoptosis related protein expression in each group of rats
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Western blot detection of the effect of TUFM on the expression of AMPK/mTOR pathway related proteins in hypoxia induced
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[ Abstract] Neuropathic pain (NP) is a kind of pain caused by lesions or diseases of the somatosensory nervous
system, which can lead to motor, sensory, and autonomic dysfunction and seriously affect the quality of life of patients. In
recent years, the incidence of NP is increasing, which seriously affects the quality of life of patients and brings a great bur-
den to families and society. Due to the unclear pathogenesis of NP, there is no specific treatment for this disease clinically.

This review aims to provide some reference for the prevention and treatment of NP by summarizing the existing possible

pathogenesis, diagnosis and treatment measures.

[ Key words] Neuropathic pain; Pathogenesis; Diagnosis; Clinical treatment
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[ Abstract)

sue, which is related to a variety of neurodegenerative diseases. As a non-invasive imaging technique, the newly developed

The cerebral glymphatic system is the main pathway for the metabolic clearance of waste from brain tis-

Diffusion tensor imaging analysis of perivascular space (DTI-ALPS) has attracted more and more clinical attention as a non-
invasive imaging technique that can evaluate the function of the human glymphatic system by quantifying the water diffu-
sion rate along the perivascular channel. This article reviews the application progress and mechanism of DTI-ALPS in neuro-

logical diseases, and further puts forward the limitations of DTI-ALPS in the research of central nervous system diseases, so

as to provide a new direction for the in-depth study of glymphatic neurological diseases.

[ Key words)]

space; Perivascular space

ZM R GE (glymphatic system, GS) T+ 2012 4E 15 K TE /M R
SEH PR T UL TR A AL 5 % I RE 2 TR
I BA R e . AP GS HA 4Rk
TFa S M TIRE, T 255 T 4Rl i i 22 R G i & A
R AN T AR R AR T AL GS, DA 4T iR R
HALH B B AT FHTE AR GS WG )y i #2 A Bl S, B AT
PG P9 S 4L ) ( GBCA ) 1 3 WL ZE ki % ¥ ( cerebrospinal flu-
id, CSF) (33l , o CSF 1] Bt (1SF) f9 58 et i, 9K T
¢ S BRELFIIE 175 51 52 e 1) o JE R o 25 S i A4, L
204 > 1.0 mmol/kg B, AT HE S H 3™ JE (9 M S B M 0 B0,
JIF LA GBCA [ 45 25 HA — 2 I XU, )32 fo AL 72 A B
S, 2017 4 HAR A Taoka S5 $ T —FhOR T 224 41

Glymphatic system; Neurological disorders; Image analysis of diffusion tensor along the perivascular

T 5 ) R B A L A ) 9%, R g T LY D L 4 [ 5K
J81% 53 #r ( diffusion tensor imaging analysis of perivascular space,
DTI-ALPS) , ‘g F4™ 87k k325 00 & 1ff 48 43 LI B2 ( PVS) Pk
I3, (B S W SR I R G SRR . A BT R Y
TE A TE R IR ZK (NPH) # 35 rf, ALPS 45 BCH A 3
A2 RE , I B BRI g — il T BE XTIk 2 240 g 2 BE A0k i)
b o 53— ST T ALPS HE 5 R 0 A P9
LR FEMR, R ALPS SRR IS ER DI e, ELEAT s 1k
RIS

DTI-ALPS FARTE i (A0 T B X AR i /)
M R ol A T AW LA 5 % LLAE WA i ) 10647
[ AR A 5 , e % 22 (9 BF 5 R DTI-ALPS Al 25 Fi il 285
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RO RS DI aE. UL, SCFEXT DTI-ALPS (19 U 2 33E 47 4
240 DTI-ALPS $ AR TE 2 2R G0 v 1 B HEA 725548, L)
HA A PR AR 2 A0 OGP 48 32 B0 952 s 2 s ML B3A o7 B2 41638 1
Jr .
1 EHKERGERITHAE

GS B— M EMBEYSE R RS, E R iR E EEAEMH, &
RS T I 5 400 i A2 5 A 0 49 /K 3 18 2 11 4 (aquaporin 4,
AQP4) TR i A5 J] FBL % 385 22 45, ik 25 5 A 22 3 VE W R
R PR e 22 2R A A0 o T A R R AR Y GS
R BRI Jik A S AR A0 B-TE KA AR 11 (amyloid B-protein,
AB) tau HH o A% H H (o synuclein, o syn) 25575 PIH
FAFFEAE 2 B R D g kiR ¥ 4 2 B R G E
Y I ) SO Y 5 R AR 3 4 S AR W %, N T 2 5 T & ep
P28 2R BB 14 2 24, T B B BB 05 0 4 00 2 b L &
BEALAE BP0 . X e 5 2K R L R 6 R B %
B2 AR H AR B A X ORI TR A
2 DTI-ALPS B & RIE IR

GS R MR a WAL T W 200 28 R G s L)
SEVATT RO AN E 16T HARIE % B %, DTI-ALPS X itk B
255 I 1) R g - IR 3 K S, B 7 K T T I 2 B AT
T LA 23 )5 i B ) 2 1) AR R B 26 4 7 1) o 76 3% X 08K
T, B SR 2 2 AR Sk L 7 ), SR O e 2T 4
BAERTIG W, B R R A4 AR A A REAT, 5 A R
S (B)SFAT T 045 ) P2 ) e T B S 4 e R A 27 4. ik
TEXAN I, 15 22 A7 7 1) S A AR AR I, € 43 S i 43 5 A g £
2F 4k, [FIBEY 2 ASLF4EFCER A% B X A AR fL I, 7T LA 3 A AR
A28 D043 e 5 ) [T 235 i) (g g B B GS R . FEAR
8 10065 JR) 61 2 1) 7 o) R 9 0% 5 0 L A A R )
B2 1) 5 1) B B3R HOAB O 8R4 3 A7 1 Wk A, freJe AR
P AT L8 e S W2k ik B 2R 45 T R, 18 BRI, 32 R 26
W RS RESZ BB
3 DTI-ALPS 7225 2 2 45 RS RS 4H 3 B M1 22 2 St s v B 2 P
3.1 DTI-ALPS 75 Bif K 3% ¥ SR 09 B0 Bl JR 9% g 3R
(Alzheimer’ s disease, AD) & LAHEAT PEIN KIS BE FAT M43
FRIE A X b 22 R SR AT PR , FER R WL & 4%, AR
SEAREE, EURTIA R o B AE 3220 S 1 40 = [
VERYRERR I BEER BIVE R HE R 11-B (AB) 114 57 OB BUB i it
JEM MK I R G RIS R L 2 — |, Bk 2 AT 5Y
FHEFIEME RGO T RERERT 5 AB PIBLZ MY R, 7 AD
O BIPIBIESE 20 B 2R 0 395 ok DK e ) S A R B 1R tau 2R
Flo ARMEA EEEE R AL S Edf &k, MR
FII A DTI-ALPS it 53 2k 2 3R 4t 5 /R 2 1 SR 1) R 06 2 65
HI5e, Ota %61 2 B DTI-ALPS #5053 5145 AR 7 B3 31l tau 2
/9P 7 55 390 0 R o SR B B (SUVRY) 2[RI 7E 8. 35
AR, ERE Y HOR B, R AT D, REIZARE Y 0T 68
HROTAL R E R TEE, HEUE M B R g i 5 &R AU
o [, Hsu 255 % B ALPS $5%0'5 PET [R5 119 A tau
OB X, 37— R B AB il tau PET E& 5 AD B4 1kl

TEAM AR, X — 25 R /R ik [0 R GE 16 3 T BB 7E AD AH G AT HI
TIReRErs R WP E A . B BL R ALPS $5 50T 4E 4
AD B 5 R B 3 M 06 A, B A 8 3 R BRI AR
YIbREY . X K B AR EL R G R IE R TIREA AD R YT
AL T B
3.2 DTI-ALPS 7EREIREERFER T IO S E R G E BE IR
B R FEDIRE , 7 5 B A T A2 P o 76 W AR SRR R ST,
/I FRU 0k B2 2R 4 v sl kT BT B R A S B N AR U 2 v T
SRR, H HAZ RGN AR WG R R AT = i 1 A5 LA
b, 33 AH 2 B 2R 49 7 MR IR 1 5 2 B A i ) O, 2
— TP BRI B e A R R AR L R B T I B R
552500k B R 0 1) R T A A U7 50 SIC 6 HR BT R R 1, X
AW A R . BTLAAT A A DTI-ALPS Sk#R% A2k e
ARG GHENR R o Siow 451 BIFSE % Btk 2 ) HE 1B DI 2 i)
AR, IFHE— 25 % B DTI-ALPS 15 2800 2% 3R K Ji K
BT Z (A1 M e e, 3 B DTI-ALPS 5 ¥ 1 4F R o\ 0 B 1 1Y)
bR SN S B S bl R S B AR T A A idlio-
pathic rapid eye movement sleep behaviour disorder,iRBD) & #
DTI-ALPS F8 50§ T BEXT IR 40, I 5 B /™ B 12 B T s A0 5,
G ST T R U PR T MR A 5 B K 1 R SE DI R R . T
Lee %) [a)#£ 1 53 i JH] DTI-ALPS 304iF iRBD [ A7 75k L R
e RERERS X R TR AR AL T 71, Gumeler 251 % 9L 5
A LLH , RAEMERRY S | B (NT1) 235 1) DTI-ALPS 45 &AL
IS PP IEIR S EH DG . X 88 e I AT RE 2 A A PR R R AR
AR R SIS S AR AR, JE R NTL 83 28k i ek
AR — R PR I S RIS 19 A 1 M R 2 BA B
Tt —2C M TTRE M52 .
3.3 DTI-ALPS fEMA4: 2R R I FH - A4 7% 9% ( Parkinson’ s
disease, PD) S UL M 2R ATHERRG , LAMIZ TE I -2 ik
W 5 TR TR IR 22 10 M R o 20 T8 R B gle 2 s i 1)
5 & B0 PD LAY/ R 2Rk B R G2 D e BRRGE | S yE ook
B/~ AQP4 /AT TE a-syn FHME RO 28 50 S8 [, $2 7R 2tk 2
AYGE AQPA [ 54 S35 5 asyn PUBAT X, Mcknight 452"
W A a-syn AHOEHY PD HBE 5 TC a-syn FHIC X BRZH 2
(8] ALPS #5551, Z 81 PD H () ALPS 45 %5 FEAI% , S5 B 1l 45 &) Pl 3t
132 B 5 [l R AR A BN R, DN PD i A8 ) Bl R
Him AR T BERTETE a-syn LRI REL

FW5 R PD B KINGE JH Bl RIBL (EPVS) # Hit £,
AT E 2 M AR B2 2 0 S B a-syn DTRRUIT R IR AQP4 #
PRSI, $m HR IR B R G D BE AR . Ma 25 81 PD
HE ) ALPS $8 50k T fE 4 . 7E30) PD 4l , ALPS #5405
A1 S AGHOIRZASAG A (MMSE ) $F43 \EPVS P43 H A A1 56 M, #E
FWR L RGEIEPERRAL S B3 a-syn IBLR, XWT RE S Ko Fi
BR3Z P HOERUE PVS HhNT S By 5k 26, [, Gu
SEPY LB PD BE Y DTI-ALPS $5 5% T HE 4, I 75 2F 59 (7]
FRC RGP 2R R e i v 3R PR T 22 4 1 A5 R LR BR TR
Shen %1 % B PD f8.% DTI-ALPS 4§ bR A% , I 514 i iy PVS
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B A X F LA 5 AR 475 , 7 R 25 S 30 CSF 5[] B =2 ) ) S
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4 INEERE
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B, ASREXT DS I 4 T L4 R B AT 42/ vE A, O B DTI-
ALPS 75 3 Y BO%ER DX (ROT) 2 TSl A, ELIH 3R AT RE R
M I R 45 R, SR G, DTI-ALPS X4l 25 28 G 19 25 1k 2
RGEIIRERIVEAN , A RO E SR 7T RE 18T RO T8
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TR 2 0 28 3k T R ST 3] 17 SCBEMERY S R . A 1 DTI-
ALPS $ARAT BLE— A5 B2 I 5 52 9 1) 1l PR R JFC s PR B
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[ Abstract] Silicosis is a kind of occupational disease which is difficult to cure, has poor prognosis and high fatality
rate. Systemic sclerosis is a chronic autoimmune disease characterized by autoantibody production, small vessel lesions, and
fibroblast dysfunction, leading to uncontrolled deposition of extracellular matrix. Silicosis complicated with systemic sclerosis
is clinically known as Frasmus syndrome, the pathogenesis of which has not yet been clarified, and no unified diagnosis
and treatment norms have been formed. This article reviews relevant international and domestic studies on silicosis compli-

cated with systemic sclerosis in recent years, providing reference for the diagnosis and treatment of silicosis complicated

with systemic sclerosis.

[ Key words)

i it ( silicosis ) S22 i fY) — i 2 28 f o L 1 TRl e 2 %
GEREZ —, U A 25§ AR RE (Si0,) B1E M, i 5]
RIS BT P W AT 4 AL SN, 2RIy ki 1 18] S5 P 5 (intersti-
tial lung disease,ILD) , & 95 R AR IE R &Y . RG ML
JiE (systemic sclerosis,SSc) 4 A1 H 8 2 Gt 5 W 100G 51 B 1K) 45
LR, IR LRI E 4, B I 85 6 40 48 5 5 A
FRAEYE B B HUUAAH G i B R JR 4 IR 3200 1 R AIE 2 I 48 5
& BEL AL, I RIE L, g 220 . (R T 1957 4F
BT ek Si0, J5 &R SSe BYICIE, JE R BEFR R PR
BEEAAE (Erasmus ZEG1E) , IERSAEE—Fh 2 LR GAE, o
BN K AR A 0 T8 2 s A 2, FLARRAE SR B R R P A
B ETRIEEIR SR A PR 9 00 S xod HLl AR 1296 o JBE A G
FHATEIR
1 FyRHAN SSc & RN

7t SSe iy R FAFAEMIX 22 57 B 22 5= MRS 22 5

Silicosis; Systemic sclerosis; Erasmus syndrome; Diagnosis; Treatment; Research progress

k2S5, FREA OB, M 2021 45 BTG A O 1
it E L 45 TN, 2022 4 7 HEZR DA RER B4k
T B FE T W A 2 I 11 809 431, 155 37 % HP 5 A 5 14 i
I e B R 4 R SR B I R e SR R ML 9 e
FEAREE R R o T SSe B RN AR L, Bk 2
Ti oy 22— B R AR BAE 30 ~ 50 % 22 JA], Lotk S i R
T S AT AR AR s, T R TE R VAR R AR A
2 WEHA I SSc ZEHLE

2.1 Si0, ki e 58t e B A B iR e A R
ZEAHE B R IR AL IR B A S S AR ] 5 S e 4k B B
YUk 51 2 AW A5 5 3R A AL 36 28 K2 A 7 (RF) 14
T W AR S0, WU 2R (AM) 7RI T
AN AR , A 2 (IL) BRI, AN B 2 (1L-2) T8 P 4 4k i
37 VT 4k 32 AR T, S A SR A T T el B 4
I 2 — A A S A B WA 0 i, AR B AR B 6 P R, Y
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I 24 L T 7 W, 0 48 1 S BT B Kk A A 1 Ak 4 5 4
T bk 0 0 2 S AN 52 1 110 K 2T 20 40 94 e T AR,
SEUMGLT AL, 4RSS I I0 , 240 MO 40 B 2 15 AR R
ST AR | - B 96 P I 07 40 R 200 M e - SR 4 o A
1 2L 2R3 0030 2o 2T 2k A 0038 0, DR K 39 S0, Bk 5%
T, Rk LD WSS i A B S B (SSe e XU P
W54 R GEPELL RO ) (9 XU 1 Si0, R RE A i vt
PR, PECE R A7 , 0 385ehs 1 48 I 17 A ) ok 2k
TR A T(HT Scl-70) R L2 RiHi ik , e & % I Sy 1
JEZR (IR B AL LT

2.2 Si0, WokriFE S AT TSR SR, Si0, UK AT LI
ST A B B AR T8 3o 7 2 R T R A I A 2
TL-1 L/ NBEATT A 2 B DR 25877 A s S 22 4 5 4 o 2
2, S5t R, Tk e A B N T 4 R AR P 7 2, 4 e
FifE 5 5 440 /5 R ) A A ek 0 R R PR T 4
SN PR T A0 ( Treg) Y /b A 2k i , 1) R TT R 3 008 i
BBHTEIEARGRESNET 5y B E B et g™ . ML T g
5 Si0, 55 14 W20 M 4 T A S g R G I 1 0 2 A8 3R
G S RN T AR S S0, S5 YK U R
KT S0 AR B S e
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VAR R i 43 9% CT(HRCT) gEA7 20 . il oy il o e 9L
Hy i AN, 388 ST RS, 1 i 3 M B 48 8, Bk
RERRAR S Il CT A5 8 % B0 A A A0 D) 760 it 5 5 5 e e
it 3 B RS , T HE R 5 A% B L 201 45 T R, Rk oAb
ofe Xob WAL IR O30 S 0 A T3 A 33 0 T I PR 1 45 1 RN R
VIT KT B AL 7 158 A A v P R, 75 R ) T il 4 42
BB o T SSc S T [RIREAR D I PRATR WA AE Al B #5 o
FFisWi, M4 2013 4F 2 [ XUE 5 % 2 (American College of
Rheumatology , ACR) A i f) SSe ()55 7 43 Je b ™ e AT R4y,
BAr=9 TSN SSe, FARFUMINTE « (1) [ 345 56 15 3 3
S i U0 2 JREJRE (9 43 5 (2) T4 B R I (ST v 11

SE) PRIl R B 4 ST {H 20T T R (A1 5645 (4 43) /
FARMAK (2 43) : (3) 849078 (MG TR R 4 E0) |, 18 5 5
(2 4)/MBEHEIEIR (3 43) 5 (4) BAEY 5K (2 40) ;(5) HEEE
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3.2 FfFBREF AL SR W il B AN (AM) & SiO,
AR 5V FH B4 d5e 2 2 S0 A0 e, T U R A i 4 2
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ROS) [t 4, I KB AWM R, il & R SO, T 1 SRy e D
185 S A0 M S it 3 S ML, 5 Al BT 20 400 a3 ) 2 4 A
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like receptor 4, TLR-4) % R HLHI A0 , < I Si0, #32k
S PEUE S VR SRR HE AT M B 4T 4 16 (PPF) 10 b i
H It SSc Bt Bl AF e A A AR AN RE DT s 2 T Al T35, DR kA
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[ Abstract]

cell types and impairment of bone marrow hematopoiesis. Romiplostim, as a Janus kinase inhibitor, has gamered widespread

Aplastic anemia (AA) is a severe hematologic disorder characterized clinically by a reduction in all blood

attention in recent years. This paper comprehensively and thoroughly discusses the mechanisms and clinical applications of
romiplostim in the treatment of aplastic anemia from various perspectives. It explores the drug's mechanisms of action during
the treatment process, its immunomodulatory effects, and potential side effects and safety considerations. Furthermore, the

paper also outlines future research directions, particularly the development of personalized treatment strategies and the ex-

ploration of novel therapeutic targets, providing valuable insights and prospects for further advancements in the field.
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[ Abstract]

chymal tissue of the breast. Because of its unique medical history, treatment response and prognosis, it is necessary to de-

Breast sarcoma is a rare breast disease, which is a group of malignant tumors originated from the mesen-

velop different diagnostic methods and treatment strategies for this type of tumor. Because of its rarity, the current under-
standing of breast sarcoma is limited, mainly based on small retrospective studies or case reports. Therefore, the treatment
generally refers to the conclusions drawn from randomized controlled trials of other soft tissue sarcomas. This article de-

scribes the etiology, diagnosis, treatment strategy and prognosis of breast sarcoma, and provides ideas for seeking new

treatment methods.
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