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WE: BR HTRRFESE T 4D(Sema 4D) AL N Fz A K T ( VEGF ) 78 Jg i g8 4 2 b i) 32508 T FL Il IR
B, Ak CRAGIZEALUE2EEKIN 43 4R 4 230 10 Fil5EE 55421 Sema 4D F1 VEGF )33, /34T Sema 4D
H1 VEGF 1EJHIRm 4 rh 3B 0 AH G, DA BB 14 Sema 4D 1 VEGF [3R 5K 511 AR BRARE | 2835 BUS A9 ¢
%o #R  Sema 4D F1 VEGF ZEJJ R AL 1 FHME B33 0 51.2% (22/43) 1 46.5% (20/43) , fE 3w 5 A4
1 PR IR 443302 10. 0% (1/10) F120. 0% (2/10) ,Sema 4D FI VEGF 7 BRI 2 43 b i) P PE 35 5845 W25 0 T
EHA(P<0.01), RAREALH Sema 4D Fl VEGF (3535 2 IFAHX(r =0.445,P <0.05) , Sema 4D F1 VEGF ¥ [
PEFRIEI G W O A RS IR R G (P <0.05) , 5 B E MER] AR LR EE MR HARTEOE (P >
0.05) , VEGF Fik P& h A A2 [BIIK T VEGF FRik [ & (P <0.05) , Sema 4D 33k B v o7 A= £ B (8] 55
Sema 4D FiEMAMEEZ R TXLEITH#E L (P>0.05), £  Sema 4D Fl VEGF 7£ IR J& 4 40 7 1 #ak ] fig 5 B AR
P REREAR —E XA, H B ReXi 75 3 M8 5 A B PR E A ; VEGE (335 5 IR TS A % .
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Clinical significance of the expression of semaphorin 4D and vascular endothelial growth factor in
pancreatic carcinoma

JIA Ru-jiang, HOU Li-yan, YIN Qing-chen,REN Li-bing, YANG Geng-wu

( Department of General Surgery ,Handan Central Hospital ,Handan 056102 , Hebei Province ,China)

Abstract: Objective To study the clinical significance of the expression of semaphorin 4D ( Sema 4D) and vascular
endothelial growth factor( VEGF) in pancreatic carcinoma. Methods The expressions of Sema 4D and VEGF in 43 cases of
pancreatic cancer and 10 cases of adjacent tissues were detected by immunohistochemistry. The correlation between Sema 4D
and VEGF expression in pancreatic cancerwas analyzed. The relationship between Sema 4D or VEGF expression and clinical
pathological characteristics or prognosis of patients was analyzed. Results The positive rates of Sema 4D and VEGF in pan-
creatic cancer tissues were 51. 2% (22/43) and 46. 5% (20/43) , and them in adjacent tissues were 10. 0% (1/10) and
20.0% (2/10) ;the positive rates of Sema 4D and VEGF in pancreatic cancer tissues were significantly higher than those in
adjacent tissues( P <0.01). The expression of Sema 4D was positively correlated with the expression of VEGF in pancreatic
cancer tissues(r =0.445,P <0.05) . The abnormal expression of Sema 4D and VEGF was related to tumor staging,lymph node
metastasis and vascular tumor thrombus (P <0.05) ,but it was not related to the sex, age, degree of differentiation and tumor
size( P >0.05). The live time in patients with positive expression of VEGF was significantly lower than that in patients with
negative expression of VEGF( P <0.05). There was no significant difference in the live time between the patients with positive
expression of Sema 4D and the patients with negative expression of Sema 4D (P >0.05). Conclusions The abnormal expres-
sion of Sema 4D and VEGF is related to the occurrence and development of pancreatic cancersex,and Sema 4D and VEGF may
have a synergistic effect on the induction of angiogenesis. The expression of VEGF may be related to the prognosis of pancreatic
cancer.
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55 R T 4D (semaphorin 4D, Sema 4D) J&
A sema X3k 2[R FEAE 9 25 1 Semaphorin # 5%
AR 53 Z AR R 22—, AT DAAFS S Al 28 A A A 1 2 1)
HK . BUFIEIEM, Sema 4D 154 £ g v 5 3
PR I LA i i A A 22 A -BY i T
PR o TS AR 1 A R R R AR T AL I T
T, PRI A1 DI A8 A B A AR R R I IR 1 T R
s TR 0L P B A 4 DT (vascular endothelial
growth factor, VGEG ) JHAZ ATE o83 i 45 A= sl b B
A HEZNER, C PR R YR IT 1 — > H 2
Mo WA A S S W 2 M55
B, T T AL 1T AT ) — L A ) YR T S T
Prar N IR . ATIF9E DA S 21 24k 2 Dy vk Al
[ Sema 4D I VEGF {35 , 43 B il R
MK TR FIRA A , B LE N I RIA T I R 98 2
AL 0 B

1 BRSE

1.1 —EFR EW2011 41 HE 2015412 A
HRHR O PR BEHSR 1 43 491 B s S8 5 1 TR 1)
BREALURAS , AR ] 1 28 T AR A BRAS AT UESE , R
RIARZAZIRT T MR, B 5SS B D BTk
Forb 5529 i, % 14 {5 A ¢ 40 ~ 71 % F B
(55.1+4.9) % A AL RE L« v o AL i 3
B, AR g 18 B, ik o Ak B AR o Ak B s 22
s IR B AR <2 em & 1 §],2 ~4 em 22 f3i], >
4 cm 5 20 B i or . T3S ), T30 16 43, I
22 f5i] s R 2 95 5 B BH PR 18 491 JUCAE R A 20
1o FEALHIBOL 101 1) T2 A FD7 B 1) o 55 [ i 4
BURAAE S X B, R 55 7 i), 2 3 {51, AR % 46 ~ 67
B PHI(53.1£2.2) 8 H MR AFRE LR S
LGB (P >0.05) , BAT A Ak,

1.2 EZRFFMEE  Sema 4D BHT AT FEST
&1 B & E BD Biosciences /A A, VEGF F P15
REBTIARN A SDUH LAY TRA PR A, fepe 4
Pz AR N GR & B AL P A2 S AR P EoR
AR A B S AT REARIC Y 1eC PR (H0) |
ER7/FNLIAUEERAl 0w S VST UAE WIS S S 7 257
TOARA PR A, Ao A B R &l B S E
Invitrogen A ] URERYI AL 8] AR 22 0 10le S PRI A5
SBT3 A & LEICA 23w,

1.3 SEARNFERNRIREARARERER

E4AAAt Sema 4D 1 VEGF EAMEKIE KR8
B LA Y2 B -1 SE A Y Bl 3% 257 ( streptavidin-
perosidase , SP) 17 4 58 41 44k 27 Y €5, Ko J i 9 2
LRI 55 12 Sema 4D Fil VEGF 2 3R
TRUEATRZIN o A A B 3K 7R B 100 BH 25 BRI A T HR A
HALAST R4 wm YR, B IE T SBEKAL, AR
5350 3% H,0, ZEREEIFE 20 min DIBH Py J5 T
AACIBETG 5100 mL - L™ IE# RS s i =
T3P 30 min 3R MR ER 2 vhRIE = TR,
JA 50 mg « L™ ILPEIMIEREE 30 min J5 A HMA
—41(Sema 4D T AR 1 1 100, VEGF T4
WHE R 1 50)4 Cid ik, o alim—si Ay R ik
1 A ACEEIE T 30 min i IE ARG 3,3- 2 LK
RN A, B R B, AR R R Y, —HOR
B PR IR B R, B LR R . FH X
FECRFH R0 B A, BFMH X6 R e R £ 2 o
WA — YU bR, AP A o

1.4 REBEALUFREERMHAE Sema 4D HH
FER EZEN T IR AN AR AT, /D T AN
JEE, RER A URCR . VEGE R 2 F i i i,
SRR ORI T « G (2 SRR Y (0 41 i BT
7 20 S B A T, e 200 R 43R P A4 e B 44
Yett F 008,730 3 G <25% A N BAYEC - ),
25% ~50% MG A5G HPE( + ), >50% AL
SR PEPEC+ + ) s BHME = 55 PAME + SR PEE

1.5 Seit=#sbi8 )W SPSS 17. 0 FAak47 34,
THEGOR AR + bR 22 (v =) 2o, SRR ST
FEAS o K50, 22 203t BEORER FH U7 22 43T, Sema 4D
1 VEGF 1 2% 35 4H 2P % [ Spearman 7% 15 AH 5
O30T ARSI R ] Kaplan-meier V5, AR 73R HEER
K H Log-rank £y, P <0.05 Ry 22 A it 5 L

2 #R

2.1 Sema 4D F VEGF ZEREBRE AR P HIRIX

43 {9 S A P TR IR AL 8 P A 22 9] (51. 2% ) Sema
4D R IE B, 10 69 55 H A rh AL 1 B
(10. 0% ) Sema 4D 5555 FHEZ K, [P iR 412 Sema
4D FEAFBHPER R S TR AL (P <0.01),
ZESFAGET T (B 1) o 43 {51 i A 1 JB it g 241
i 20 3] (46. 5% ) VEGF H H &K FHE, 10 4l
T o AR 2 41(20. 0% ) VEGF 155 B R 1K,
JB AR VEGE 3 13RI BITE A B35 v T 55 21
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ZU(P<0.01), AL EEX(E2),

A RIS L B R 2R
E 1 Sema 4D 7ERAR TR = H A NIRRT H LR PRI
Fig.1 Sema 4D expression in pancreatic cancer tissues and

adjacent tissues

A JRIRE DS ER  B L SRR 2R
2 VEGF #EfERREES AAMBEREALAPHRIE
Fig.2 VEGF expression in pancreatic cancer tissues and

adjacent tissues
2.2 Sema 4D F1 VEGF 7£ % PR & 40 48 Fh RX 948
X HERIEE L, MK R, Sema 4D 1 VEGKF

IR PR RBEZIEMHK(r=0.445,P <
0.05) .
%1 Sema 4D #1 VEGF [EIRERIENHEXEL

Tab.1 Correlation analysis of the expression of Sema 4D

and VEGF in pancreatic carcinoma

VEGF
Sema-4D it . p
FEEE/ B BRI
PR/ 15i] 15 7 22
B/ 15i) 5 16 21 0.445  0.003
&t 20 23 53

2.3 [EPREAL Sema 4D #1 VEGF R iz 515
KRFREFEREETMENXR SR IEK2, Se-
ma 4D F1 VEGF {9 [ & 35 15 5 JH s 43 3 bk 2
RS BKE TR A G (P <0.05) , 5 F WP
WA AR EE MR B AR TE G (P >0.05),
VEGF ik fH M & b A 4B FE B [a] oy 12,23 A4~ 1,
VEGF 2% ik [ 1 #& A A= 47 i) 18] 15. 70 4~ H
VEGF 323K BH M 3 7 A= A7 B [ I F VEGF 33k
FIvE#E , 2R A G L (P <0.05), Sema 4D
FEIRBAEE A A= A7 i [A] (13,54 4~ F1) 5 Sema
4D FikBAMEE R A AF IR (14,63 AN ) Hei %
G E L (P >0.05),

F2 [RIFELHLRA T Sema 4D 71 VEGF Rz SR KRERRHX R

Tab.2 Relationship between Sema 4D or VEGF expression in pancreatic carcinoma tissues and the clinical pathological

characteristics
Sema 4D VEGF

I PR AT 2 p 2 »
IR ’ B/ 11 Wit/ b X B/ 91 B/ B X
Ll

% 29 15 14 12 17

© 14 7 7 0.011 0.916 0.943 0.331
WS

>60 % 32 16 16 15 17

<60 % 11 6 5 0.795 0.068 s 6 0.007 0.935
Iy

/% 21 10 11 9 12

RS 22 12 10 0206 0.650 1" 1 0.220  0.639
Jihed B AR

<4 c¢m 23 14 9 12 11

>4 em 20 3 12 1.865 0.172 g 12 0.637 0.425
98 43491

1/1 21 5 16 6 15

I} 22 17 5 12.291 0.000 14 g 5.310 0.021
WL

f 18 15 14

€T 25 7 18 12.824 0.000 6 19 12.165 0.000
IOk A8 PR A

ﬁ 20 14 6 14 6

% 23 8 15 5310 0.021 6 17 8.292  0.004
3 itip ZE7 o WM R A R R — R LR A i

A
e

R A e b, A REBCER, 5 e A e ¥, TR
DIRRRAK, BURRZE , MO8 fE 5 AR A J

R, S RTET X B BRI A AR (B
JrRAINE e , T Btk — RN T A A R R RIBL
il , NI AT #E 1R T o
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Uk, ABFFEN N, Sema 4D FIHASZ K5 g &
A RSB F BV, Z2 R b 96 240 e T Sk 355 4 i
9 FL R IR L T ) R RN 25 i 9 SF 38 T 3R 58 Sema
4D ARBFFTR I, FEIBARE H Sema 4D A — &
TR B () BHAME 238 T 98 55 A U0 V2 A 20 ) ik B
Fik o Bl A SCHRAGE , Sema 4D 52 K -B1 45
B, G /N T = 8RS FF (guanosinetriphos-
phate , GTP) fifi 4t A 25 H J L 8 ( Rat sarcoma , Ras) ]
[ R EE R G A-Ras, 3 20H 2257 2450305 A0 2
Fiti A 22 2 R 77 2 12 25 1 1% it ( protein-serine-threonine
kinas, Aket) i) B IR 1k , DA T 15 56 JRe It g 41 g 110 {2 22
S (HE, HET A T AR 4141+ Sema 4D
FEIRMHRIE , 5 B B 1 OC 3R RBL A 5 itk — 2P
POTAIIESE . A BFSEHE , Sema 4D [ K35 5 i
IR0 VN B T AR L5 T Bl O T AL
IRCAE R K i A 28 S e 7% 2ok B b A TS R 5
T R A TR A SR R AR A I A
A R AE R AF N ) I VG B RN B A He . HAT, 2
A SCHRIESE , VEGF 7RI th s 3k, MAE R 55 41
U™, X 5 AR 57 45 5 A — 5K, 1
IR B L B Y 22 S ) R R 5 A | X 25 S
AR IR 2247 O, W B gk — B RAEAUESE . VEGF 1
PR T 1 A AR TR Y e R
PN R 20 B A A O 2 MR 2SO OB LA . 2250
WHECUESE, VEGE & B H I Ia 7 iy — > E %
e

AR FEEE R TR, el 41 2L rh Sema 4D
M VEGF [P IR 0 H il W1 B T o5 44, Jf
H.,Sema 4D FI VEGF 1 FH 2 ik ¥4 5 g Ji o o3
B SRS KSR AR AR OC, X 5 BEAE IS
U2 RAEAR B 0 S5 AR5 K B Sema 4D
M VEGF 7E g fig 9 vh 19 £ 35 B A B 2 A0 5C 1%,
VEGF 23k fH P 35 v A7 A4 A2 I [ (IR T VEGF K3k
B, DAL Ok 3 D00 A i i 98 o, Sema 4D HI VEGF
TE Y5 ML 8T AR I 28 5 T ) B B AT D[Rl 4 HT , Se-
ma 4D A GEIE 1T VEGF 520 [ i 45 A= Al .

25 iR ,Sema 4D F1 VEGF 7E ik i g 2H 21
S PRPERRE , B IR W A R A — e R
R, HMFRIKBA A A, 4 78 78 R g 2E L
it , Sema 4D FI VEGF W] EXI 5 3 I8 57 4= A
PRI AANE , B T 52 e 9 4 e, (EL LA L ) e 2
— WG, GO ARG BIECE S, B oy B At
FEAR I, f E ik — 2 KA & DA I )5 2247
Z LB AR IR ST T £
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