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[# ZE] BHH AW (PLC) HAUME S H 3A(Sema3A) (KAEEIESTD RNA 45 [ i A DG % S A 2
(CCAT2) IR B HIG R R X, Ak EEL 2019 4F 2 H—2021 4F 2 A I 2 BE i E e 5 B 550 ik sk Bk 4 7
ARIBIT (FA o M) /19 PLC B35 104 B REAH2IRIE S 2, RS 5868 it PCR A5 93 4 2L R1E 55 41 41
Sema3A mRNA ,CCAT2 33X ; Pearson A6/ HT PLC FEZH U Sema3A mRNA 55 CCAT2 ik fUMI 6t Z ik E TGy
fE(ROC) FHZ 43 #T Sema3A mRNA ,CCAT2 k%t PLC B34 BUS ) EFAL 1 H ; Kaplan-Meier #2820 214 Sema3A
mRNA |CCAT2 ik 5 PLC A WS K R ; Cox MIT4-HF PLC AR WG MM E K, &R PLC BEEAN
Sema3A mRNA ,CCAT2 FXF 23k i i TS5 24041 (/P = 38.470/<0.001 .35.015/<0.001) , PLC B #FFG 4 H Sema3A
mRNA 5 CCAT2 5 B IEM X (r/P=0.678/<0.001) . TNM 4381 1 ~ IV 5] A ik L 45 5 1Y PLC 55 3% i 41 21
Sema3A mRNA ,CCAT2 Fik T TNM T ~ I3 Jok L2555 % H 2 (Sema3A:1/P = 8.986/<0.001 , 10.526/<0.001 ;
CCAT2:1/P=11.195/<0.001,5.225/<0.001) , Sema3A mRNA ,CCAT2 F —FBA T PLC B & Fn MYt <8 F
FL(AUC) 2332k 0.844 .0.815.0.905 , —FHELAL T4 H B M FI AN ( Z/P = 4.641/<0.001 ,4.910/<0.001 ) , Sema3A
IR 3 AE R HN 63.42% (26/41) KT Sema3A KR IAH MY 95.24% (60/63) (Log Rank x2 = 10.680, P =
0.001) ; CCAT2 = RIkH 3 4 MAAE RN 67.50% (27/40) AR T CCAT2 flRFRIKH MY 92.19% (59/64) (Log Rank x* =
11.870,P<0.001) , TNM ZMHAII ~ IVHH kB 45 %575  Sema3A mRNA 7  CCAT2 &2 PLC M A B 5 A fa ke N &
[ HR(95%CI)= 1.433(1.128~1.821) .1.458(1.106~1.922) .1.377(1.125~1.685) .1.315(1.105~1.565) ], #&it PLC
BE AL Sema3A mRNA [ CCAT2 FikTHm , 5K RIG AR EAHES 3¢, & PLC BEARRTUSHERFE,
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[ Abstract] Objective To study the expression of serum semaphorin3a (Sema3A) , long non coding RNA colon canc-
er associated transcript 2 (CCAT2) and their clinical significance in patients with primary laryngeal cancer (PLC), and to
analyze the prognostic value. Methods From February 2019 to February 2021, 104 patients with PLC who underwent surgical
treatment ( partial or total laryngectomy) were admitted to the department of otolaryngology and head and neck surgery at the
Affiliated Hospital of North Sichuan Medical College. The expression of Sema3A mRNA, CCAT2 in tissues was detected by
qPCR. Kaplan Meier curve and Cox regression were used to analyze the prognostic factors. Results The levels of Sema3A
mRNA and CCAT2 in cancer tissues were higher than those in adjacent tissues, and the difference was statistically significant
(1=38.470, 35.015, P<0.001). The expression of Sema3A mRNA in PLC cancer tissue was significantly positively
correlated with CCAT2 ( r=0.678, P<0.001). The levels of Sema3A mRNA and CCAT2 in PLC patients with TNM stage Il -
IV, lymph node metastasis were higher ( t=28.986,10.526,11.195,5.225,P<0.001). The area under the curve (95% CI) of
the combination of Sema3A mRNA and CCAT?2 for the prognosis of PLC patients was 0.905 (0.880-0.948) , which was higher
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than that of Sema3A mRNA [0.844 (0.809-0.887) ] and CCAT2 [0.815 (0.781-0.852) ], the difference was statistically
significant ( Z=4.641, 4.910, P<0.001). The 3-year overall survival rate in the high expression group of Sema3A was 63.
42% (26/41) , which was lower than 95.24% (60/63) in the low expression group (log rank X*>=10.680, P=0.001) ; The
3-year overall survival rate in the high expression group of CCAT2 was 67.50% (27/40) , which was lower than 92.19% (59/
64) in the low expression group (log rank X>=11.870, P<0.001). TNM stage, lymph node metastasis, Sema3A mRNA and
CCAT?2 were the factors affecting the prognosis of PLC[ OR(95%CI) = 1.458 (1.106-1.922) ,1.433(1.128-1.821),1.377
(1.125-1.685), 1.315 (1.105-1.565) ]. Conclusion Elevated levels of Sema3A mRNA and CCAT2 in PLC are associated

with adverse clinical pathological features and poor prognosis of PLC patients.
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JE K PHEME I8 ( primary laryngeal carcinoma, PLC) &
S B UL A bR, A BREEAE BT & 18.9 JT I, BT
T2 10 5B PLC BIIRYT ks FA sy 4,
B 1Y ) 75 AR {5 5 E 1 3A (sema-
phorin3A,Sema3A) 2{F 5 HKIER I, GG
U BTIR P B B R e RIS RgT R,
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$ERS 62 19, AHIFGT I ik B B A0 B2 G145 1) o A i
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1.3.1 Sema3A mRNA  CCAT2 %k # . BIF 4k fF 2%
PLC J& 41 2UR i 55 20 20, B 17, R Trizol 1 2 B
RNA  XHHEEUR) RNA I Houk BE RN 4 B, % RNA 3%
B R cDNA T SERT 2868 i PCR i, 519)F
ST R — M m A YR A F RO A . ST
%] .Sema3A | 3i#5 14 .5-CTATCTTCCGAACTCTTGGGCA-
37, Fii#514):5-CTTTGGATCATTGAGCCACCT-3"; CCAT2
B4, 5-GTCGCCCGTTGTAATAAGGC-37, F eS| 4.
5-TGCTGGCAGTGCTCTTACTTC-3"; GAPDH {5145~
ACGCAGACATAGCAGCACTTG-3", R UiF 5| 4.5 ~ACAG-
TAGGTGCCATGATTTCAG-3", 7ESZHT2¢ % i PCR X
(W) A = HR R 28 7], S qTOWER 2.2) FRitA
it & SV . TB Green Premix Ex Tag SZHY 2% Y6
i PCR X/l & W A H A TAKARA 24 A (8 5
RR420L) ., MIKZ 20 wl,TB Green Premix 10 pl , T
W1 945 0.8 wl, cDNA B 5 E W 2 wl, Nuclease-free
Water 6.4 pl, 2—FF:95C 60 s, 5 . 95C
15 5.60°C 15 s.72°C 45 s, M3t 40 MEH, NEH
GAPDH 2R H 272 “ VAR X ik i

1.3.2 BEVI. PLC B i Be 5 #EATREDT, 2 ]
SR/ SRR, RS 1 NS 3 A H BT 1R, Bl
Vi3 4F #2024 453 A 1 HElBRET,

1.4 itk (R SPSS 26.0 A4t 5l k7 48
T, A5 A IER AR TR R DL x+s w4 1)
FLER I ¢ K56 5 T E00E R LIS £ A8 B B (%) R,
2 18] b 3 Rk ) x? K %5 Pearson #H 2 43 #T Sema3A
mRNA 5 CCAT2 ik 09 A0 3¢ M ; 328 3 TAE FRAE
(ROC) H1£2 73 BT Sema3A mRNA  CCAT2 X} PLC ##
U AL A ; Kaplan-Meier {123 A 2021 Se-
ma3A mRNA (CCAT2 Kik 5 PLC &R LR 2
HZE Cox [IIH4r#T PLC BH FS MR FE, P<
0.05 A ERHGIFE X,
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2.1 PLC B39 40 21 F 9% 55 41 41 Sema3A mRNA |
CCAT2 ik H#  PLC #E414! Sema3A mRNA .CCAT2
R Fe ik B 209K 3.14+0.58 .3.23+0.46, & T 55
HAH 0.86+0.17,1.01 +0.25 (/P = 38.470/<
0.001.35.015/<0.001) .

Pearson {7 7 , PLC & G 2H 41 Sema3A

mRNA 5 CCAT2 WA R I (r/P=0.678/<0.001) ,
2.2 ARG R/EEE PLC HE R4S+ Sema3A
mRNA CCAT2 Z 58 TNM 4381 10 ~ IV A ke
SRR PLC B 4121 Sema3A mRNA | CCAT2
FIRET TNM 01 1 ~ T ik 25568 3 (P<
0.05), L& 1,
2.3 Sema3A mRNA  CCAT2 Al PLC &% Bis B9 H
2% Sema3A mRNA  CCAT2 Al PLC & )5
MHER ROC 4k, IF it A& T I (AUC) , 25 i
7 :Sema3A mRNA \CCAT2 K —F B4 T PLC ¥
WG HE R AUC 4350 0.844 0.815.0.905, —FH B4
T4 H B I E ( Z/P = 4.641/<0.001 ,4.910/<
0.001), W% 2 K1,

R 2 Sema3A mRNA CCAT2 ¥ PLC &3 Bis i H
Tab.2 The value of Sema3A mRNA and CCAT?2 in evaluating the
prognosis of PLC patients

Bl 1 Sema3A mRNA CCAT2 ¥4k PLC B & )5 M {6 A9 ROC
Hi £k

Fig.1 ROC curve of Sema3A mRNA and CCAT2 for evaluating

the prognostic value of PLC patients

2.4 JEHLUP Sema3A mRNA CCAT2 F£ik 5 PLC #
HHUGHOER  PLC B3 104 4] 2 B i 45 RIS S8 T
18 19,3 4E B AEAFF N 80.77% (86/104) , Lk ROC i
2 ) AR AT A G SH, 538 Sema3A & R ik A
41 il ( =3.26) K FIAA 63 19]( <3.26) ,CCAT2 5%
IR 40 Bl (=3.34) AR E LA 64 Bl (<3.34),
Sema3A IR 3 RAELFRA 63.42% (26/41) K

VAR~ K4 A 2 —
Wb RN ave  oswor  bume e e 1 SemadA RFRIKHLN 95.24%(60/63) (Log Rank x
= . —'é,‘_‘ K l“_fl\ K Y
Sema3A mRNA  3.26 0.844 0.809~0.887 0.752 0.823 0.575 10.680,P=0.001) ; CCAT2 ik 4 3 4R BAEAFH N
CCAT2 334 0815 0.781~0.852 0.656 0.815 0.471 67.50% (27/40) , ik T CCAT2 ik ik H 1Y 92.19%
S 0.905 0.880~0.948 0.822 0.803 0.625 (59/64) (Log Rank x?>=11.870,P<0.001) , L& 2.,
£ 1 RFEIGRREARE PLC BF A LD Sema3A mRNA (CCAT2 Z 5 HWER  (22s)
Tab.1 Comparison of Sema3A mRNA and CCAT2 differences in cancer tissues of PLC patients with different clinical/pathological features
m H % Sema3A tfH P1{i CCAT2 ¢l P&
P 51 5 69 3.18+0.61 0.994 0.332 3.27+0.48 1.271 0.207
7 35 3.06+0.52 3.15+0.40
faeti <60 % 38 3.04+0.53 1.334 0.185 3.12+0.42 1.792 0.076
=60 % 66 3.20+0.62 3.29+0.49
I AR 53 44 Vi E:! 60 3.20+0.56 1.003 0.371 3.18+0.42 1.360 0.263
7RI A 23 3.11+0.60 3.36+0.47
FITRAY 21 3.00+0.56 3.23+0.49
ML RREE ok 31 3.04+0.55 1.290 0.280 3.11+0.41 1.711 0.185
ok 40 3.11+0.59 3.24+0.47
41k 33 3.27+0.63 3.3320.54
TNM 4335 [~ 43 2.54+0.49 8.986  <0.001 2.63+0.37 11.195 <0.001
-~ v 61 3.56+0.62 3.65£0.51
NS S 42 2.45+0.47 10.526 <0.001 2.93+0.41 5.225 <0.001
H 62 3.61+0.60 3.43£0.52
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Fig.2  Kaplan-Meier curve analysis of the impact of Sema3A
mRNA and CCAT2 on the prognosis of PLC

2.5 Z[HZE Cox MIHAT PLC B WG B2 K %

DA PLC BE BRI AR R (1=30T2,0=4:177) K
FIRZE R P<0.05 WA RN AR R#HEITTZ R
Cox [ATFZMHT , 45 5 7R . TNM 2039 T ~ IV 3 bk En 4%
5% Sema3A mRNA /& .CCAT2 f&i& PLC B H A R
J& B FE R R 2% (P<0.05) , L3 3,

R3 ZHE Cox FIHZHT PLC & BUR BRI R
Tab.3 Multivariate Cox regression analysis of factors influencing
the prognosis of PLC patients
W% BIE SEMH Wald{i P{H HRIH 95%CI
TNM 43110 ~ V] 0.360 0.122 8.707 <0.001 1.433 1.128~1.821

WS 0.377 0.141 7.149 <0.001 1.458 1.106~1.922
Sema3A mRNA & 0.320 0.103 9.652 <0.001 1.377 1.125~1.685

CCAT2 & 0.274 0.089 9.478 <0.001 1.315 1.105~1.565
3 it i

PLC #95 RLRN A& 96 LT 9 AN T 8, 5 AR A 25 T
R =Y i # R SstfE IR R SRR 3 PLC 1Y
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Sema3A J& T 4 il SN 5 4 F R G5t , A
Sema S5 FA I, 4T 20 A [B] A0 15 RN 5 | A e 28 1) A
K, S 508001 BB 40T A R A A A
AprEt AR TR, B P Sema3A ik -
A, B e 24 B 2 M2 3 RTE L R I
ek M AT RS (REMEER . AR5,
PLC #4040 Sema3A mRNA Fik g, SEA %%
T M I 4 2 ORI FE S g ARG A 5 R — 3 (X
WFSTIREAR BN (n=35) , 45 R AT iEfEAE w3, PLC
W1 Sema3 A 11223552 MR OA S h B EGE 5: Rk
VR, WFSE IR B, S IR SO R P B
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e ot A A R T g i A A AU, S SRR I AT
BB ARBEIE R, TNM 40 T ~ IV otk L 25 5 7%
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WFFEH R Sema3A FIR 2 B TilJ5 A 4 25, HR A
AT RE R 5% 5 P AL RS I A I NPC R E S
FeA KA 56, M HLRUAL, Sema3 A RE % 3 1 3840375 98
A R B RS BELES 3 B4R/ Akt {5510 2%, 18455 g 1
IS5 v e A G 5 200 14092 T, 348 i 98 4 B X sk
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SR ZR B A T AT 5] R 20 L Sema3 A Y s, M
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AU P T P a0 A A £ AL B R G 2, 4 o
J/NR AR

CCAT2 Zm 3R F N2 YL o fhk 8q24.2, i
RO T A R RNA, 556 5% 1 RNA
A A ARG S RNA A EAEH, W3 408 ok K 38
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Fe—I] e A s 2 ML (= 28 G2 R8 WA R g 2
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