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[ Abstract] Objective To study the expression and clinical prognostic value of aortic carboxypeptidase like protein
(ACLP) and collagen type Xl alpha 1 chain (COL11A1) in pancreatic cancer.Methods From January 2019 to January 2021,
88 patients with pancreatic cancer who underwent surgical treatment in Shaanxi Cancer Hospital and Affiliated Hospital of
Shaanxi University of Traditional Chinese Medicine were selected as the study subjects. Real time fluorescence quantitative
PCR and immunohistochemistry were used to detect the expression of ACLP and COL11A1 mRNA and protein in cancer tis-
sues and adjacent tissues. Pearson correlation analysis was used to analyze the correlation between ACLP mRNA and
COL11A1 mRNA. Kaplan Meier method was used to analyze the effect of ACLP and COL11A1 expression on the survival
and prognosis of patients with pancreatic cancer. Cox regression analysis was used to analyze the prognostic factors of
pancreatic cancer. Results The relative expression levels of ACLP and COL11A1 mRNA in pancreatic cancer tissues were
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higher than those in adjacent tissues (t/P =31.058/ <0.001, 27.642/ <0.001); The positive rates of ACLP and COL11Al in
pancreatic cancer tissues were 69.32 % (61/88) and 7045 % (62/88), respectively, which were higher than 9.09 % (8/88) and
6.82 % (6/88) in adjacent tissues (x° =66.963, 75.155,P < 0.001); The expression of ACLP mRNA was positively correlated
with that of COL11A1 mRNA in pancreatic cancer tissues (r =0.642, P <0.001); The positive rates of ACLP and COL11A1l
protein in pancreatic cancer tissues with TNM stage 1B ~ Il and lymph node metastasis were higher than those in pan-
creatic cancer tissues with TNM stage | ~ IIA and no lymph node metastasis (ACLP: x*/P =19.704/ <0.001,12.908/ <0.001;
COL11A1: x*/P =22.440/ <0001, 14569/ <0.001). The 3-year overall survival rate of ACLP positive group was 22.95% (14/
61), which was lower than that of negative group 44.44% (12/27) (Log rank x° =5433,P =0.020); The 3-year overall survival
rate of COL11A1 positive group was 2097 % (13 / 62), which was lower than that of negative group 50.00 % (13/26) (Log
rank x° =7.281,P =0.007). TNM stage 1IB ~ I, lymph node metastasis, ACLP positive and COL11A1 positive were inde-
pendent risk factors affecting the prognosis of patients with pancreatic cancer[ HR(95% CI) = 1.781(1.199 - 2.646), 1.962
(1172 - 3.285),1.505(1.066 — 2.125),1.568(1.117 — 2.201) | . Conclusion
COL11A1 are significantly up-regulated in pancreatic cancer tissues. They play a promoting role in the occurrence and pro-

The mRNA and protein expressions of ACLP and

- 1107 -

gression of pancreatic cancer, and are new clinical markers for evaluating the prognosis of pancreatic cancer patients.
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JRSRE | G- e e 5 5 (20 s BRI S B A T g ok
U5 BT 2 MEBRAR 4 | A B T REBIE 55 ; A K i
TP , ANRE S8 BT

1.3 WIHEFR 507k
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BB TR R N s 4l 20 $E B 2H 5 RNA FF e fs

SEIE L ATPEOGE i PCR W K2 ill ACLP, COL1T1AL 3
KK, PCR J WAL 48 3 38 [E ABI 23 | (A5
ABI7500) ,SYBR Green Master Mix i F & 5 4t 51 2%
KRN (55 SY1020) , ACLP ,COLI1A1 mRNA )
BRI R TARE M, SIS LR 1,
R :95°C 5 min 95°C 30 s.62°C 30 s.70°C 40 s, 3L}
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MR 0.5 pl, #iR 1 pl A1 DEPC /K 3 pl, Ll GAPDH
HNZ 27824 E ACLP . COL11A1 mRNA A4 AH X
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Tab.1 Primer sequences for ACLP and COLI1A1

% W LTI TS

ACLP 5’ -ACCCTCGCATTGAC- 5’ -TTTGTGCAAAATCCCGTT-
CTrCcC-3” GTTT-3’

COL11A1 5’ -TAACATCGCTGACGG- 5’ -CCGTGATTCCATTGGTAT-
GAAGTG-3” CAACA-3’

GAPDH 5’ -GTCCTCCAGGTCTA- 57 -ACGGAACGGTAACATCAA-
CAAGGC-3” CATAG-3’
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MEEA ¢ K56 Pearson #H ¢ 43 T ACLP mRNA 5
COL11A1 mRNA BYAHIEHE ; SR H] Kaplan-Meier [t £ F
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Tab.2 Comparison of ACLP and COL11A1 mRNA expression in
adjacent tissues and cancer tissues of pancreatic

cancer patients

A R 1% ACLP COL11A1
[Ep e 88 1.51 +0.32 1.16 +0.31
a4 88 3.82£0.62 3.15 +0.60
(8 31.058 27.642
P1H <0.001 <0.001

2.2 JHEEREESF A SRR 440 ACLP .COL11Al
HACE I AR 4121 ACLP ,COLI1A1 /4 354
(R R as gtV N S L O R s R el R il )
69.32% (61/88) .70. 45% (62/88) , f& T I 55 41 411
9.09% (8/88) .6.82% (6/88), =R A% iHt¥E X
(x* =66.963 75.155 P 3] <0.001) , W& 1,

B Pl R E A I SR 4 ACLP (COL11AL EH
IR Heg (g difk, x200)

Fig.1 Comparison of ACLP and COL11AL1 protein levels in canc-

er tissues and adjacent tissues of pancreatic cancer patients

(immunohistochemistry, x 200)

2.3 JHEAEZHZIR ACLP 5 COLIIAI mRNA ZiA4H56
P Pearson HHIEHT N ,Hﬁﬂ%iﬁéﬂg}j\qﬂ ACLP mRNA
55 COLITAT mRNA FRiEEIFA(r =0.642,P <0.001) ,
2.4 BRI ACLP .COL11AL & /K F-1EA [
I ARG BRARAE R g 22 5 TNM 4303 1B ~ M3 A
B 2L RS 1 R IR g 4 21 ACLP , COL11AL 25 (A FH
KT INM 20 T ~ A ) e g, 25 H
GiitEE (P <0.01), L33,

2.5 WAL ACLP ,COL11AL 85 F /K- Ji g i
HIUG R AR HRE 88 9 B R4S A AT
72 5,3 AR EAEAEFR N 18.60% (16/88) ., ACLP PH:
H3AERMATERN 22.95% (14/61) , & T BAMEH B
44.44% (12/27) , 22 55 A G124 5 X (Log rank x* =
5.433,P=0.020) ; COLI1Al PHYEAL 3 4 BAETERN
20.97% (13/62) AKX T BAPELL 1Y 50. 00% (13/26) , 2
FAGHFE X (Log rank y* =7.281,P =0.007) , i
K2,

2.6 Cox MIHAHTRAUE UG 2N ER  DURE NS
AR (1 =38T12,0 = £ 47) , DL EiRZE R P <0.05
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Tab.3 Comparison of ACLP and COL11A1 protein levels in pancreatic cancer tissues in different clinical/pathological characteristics

o [ BIE  ACLP PHME(n =61) X i Pl COL11AL FH#:(n=62) XA PE
) £ 47 35(74.47) 1.258 0.262 36(76.60) 1.828 0.176
& 41 26(63.42) 26(63.42)
AL <60 ¥ 48 32(66.67) 0.349 0.555 32(66.67) 0.728 0.394
=60 % 40 29(72.50) 30(75.00)
AR ok 51 33(64.71) 1.213 0.271 33(64.71) 1.926 0.165
K51k 37 28(75.68) 29(78.38)
b e KAz <4 cm 53 36(67.93) 0.122 0.727 35(66.04) 1.249 0.264
=4 cm 35 25(71.43) 27(77.14)
i ge o7 TSk 56 41(73.21) 1.099 0.294 42(75.00) 1.529 0.216
7L NERY 32 20(62.50) 20(62.50)
TNM 43+ I ~ DA 47 23(48.94) 19.704 <0.001 23(48.94) 22.440 <0.001
B~ M# 41 38(92.68) 39(95.12)
N A 54 45(83.33) 12.908 <0.001 46(85.18) 14.569 <0.001
o 34 16(47.06) 16(47.06)
F4 ZHE Cox MIASHTHRAE TG W N E
Tab.4 Multifactor Cox regression analysis of prognostic factors of
pancreatic cancer
A% BIH SEMH Wald{d P1H HR{E 95%CI
TNMIIB ~ I 0.577 0.202 8.159 <0.001 1.781 1.199 ~2.646
WSS 0.674 0.263 6.568 <0.001 1.962 1.172 ~3.285
ACLP A 0.409 0.176 5.400 <0.001 1.505 1.066 ~2.125
COLI11A1 FA¥E 0.450 0.173 6.766 <0.001 1.568 1.117 ~2.201
3 it i@
JRAR R B S R 2B R TR, ZE VR E B2
BT, S AR 9% 7 R BRI 11k
JT BT ORBEIRTT AR AR SR IR T AR Kk,
HRAE DB E RN EIRIF P 255, TNM 70 &
40385 FH T PEA B 98 28 8 0 T XU, H 3 2k
J7 ik RO T R I PR B AR I R B Ry A
I I, 30 Y0 B AR A S A Wb ok
L5 XU 10 48, LR IO [R) - BUHE 00 Pl e o
I PRI 75 5 B R T AL U
ACLP Zhth 56 R F NG e fk 7p13, HiAE Ry 3230
IR KR RE 85 1145 45 S TR J5E, 2555 07 40 L 43
B2 KM ZA BT ACLP (COLUIAL PR P MIRAER A 52 bR 155 1 4 0 2F 4 AL 5 0 B9 &

A AT B 5 0
Fig.2 K-M curve analysis of the impact of ACLP and COL11Al
protein levels on the survival and prognosis of pancreatic

cancer palients

WiH N H AR AT 2 E Cox [BIHAHT, 455 B
TNM 433 1T B ~ I 199, itk E2 45 % % . ACLP FH |
COLITAT BHPE R 52 Wil Jofe i g 2625 T 9 0k 57 A 88 A1
H(P<0.01), %4,

BT ACLP 7 B ZR e SR A0 MR A g v
FeIk A, Ham A A T kB AR, A8 R A1 Y
FAFNFR . ABEFE Y, RS T ACLP mRNA ikl
BT L, X 5B EE g R —5 1
WAL A 64 #] BE , FF H I ZXF mRNA KF2E 17
R, 45 5T BB AAAE — 8 By , A F R AE R KA =
LRl FE Sz s TR ACLP B /K B, #278 ACLP
RhS H5PIENERIE R, R RAN R
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L, HE7R COLLLAL 2 5 R B 2E J 43 b HoL
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FIE A% 144 T T e 8 Tl A 355 10 21 2 A e R 9 240 L 1)
T AL, BEARALT i Ut FEBURE AR TS .
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ACLP mRNA 5 COL11AT mRNA &AM, H i
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ACLP 1}y —Fh ] 5 PE B2 1, BB 45 5 41 i A1 3k
BT COLITAL A5 B Ji B4, 17 i 98 A G 8 2 4k 4
L, o e A A 0 4= 2% R RS R Y (R 3 LA A
F A ik — 2D oR
25 F ATk, B T ACLP .COL11A1 mRNA ik
R FHKES9 0 B 1R, 5 TNM 4330 kel 25 56
I, 0 IR AR IR 1) 2 A R o i v & AR A
For N 5 25 e 5 A By T VP Al T AR s S8 5 I AR AE TS AT
VA Vs e 1 FE M3 0L S b R ) Ak ST R IS . ARAESR
WARLE—E MR R, BRSO WO R A 45 7 T
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