#1115 B4 8 M) PEEEMIRE
2006 4F8 Chinese Journal of General Surgery

Vol.15 No.8
Aug. 2006

XEHS 1005 - 6947 (2006)08 - 0586 — 04

AH 9% 98 2H 21 survivin, caspase-3 Fll Cox-2 ik 5
I DA g FHLARR S 1Y) O R

fTE%E, TER

(EFPHEXFRFEZRHBRFER E@ M, 31 XX 430030)

WE:BR BT survivin, caspase-3 J& Cox-2 & [ 215 5 I 58 g ££ W 2% 47 o B I IR 9 28 48 4% 14
KFR. Aik K49 FIA0 25 9 4 A0 48 SRR 10 542 %I04 % 41 21 h survivin, caspase-3 K& Cox-2 [
Fik, &R (1) survivin, caspase-3 & Cox-2 R 43 4l b PHPE R A R 4 5 K 65.3% (32/49)
44.9% (22/49) Ff175.5% (37/49) , B EFEEm THERMKRTZTHLA (M P <0.001, <0.001 }%
=0.001), (2)survivin ik 5 MR HE R EE AL BB ik B 45 5 % M Nevin 43 W13 0 W 3 X R (3
P >0.05) ;caspase-3 Fik 5 /3 L RE B SQ 1M 5 M 3= 0 R B Mk 2 45 5% #% L Nevin 43 03 JC ¢ 5 Cox-2 FH
PEREMEEHEBNSEERBA AFRRIEIREL K Nevin S 22 2GR EME, MSHANF 0%
X, ZHHHBEWER MR T, (3) survivin 5 caspase-3 RIKFERMAL(r = -0.373, P =
0.008) ,survivin 5 Cox-2 FEEFEAMHKL(r =0.404, P =0.004) , caspase-3 5 Cox-2 F£IKTLHH B M
KM(r=-0.156, P =0.284) . &it I AL caspase-3 FKFKAX, MM survivin Jz Cox-2 FiE K
1 5 survivin Fll Cox -2 [ 3 F 3k DL J caspase-3 [ RIKFEM B M KA K EPEEZEEH ., survivin fl
Cox-2 1 W] B4 Jy #8 il JH T IH 3% 588 #8 10 3697

KB HFEOR /B IR/ R B FEE R A suvivin [ Cox-2 [

hE 43S :R735.8; R730.261 X FRIREG A

Expression and clinicopathological relationship of survivin, caspase-3 and
Cox-2 in gallbladder carcinoma
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Abstract . Objective  To evaluate the relationship between the expression of survivin, caspase-3 and Cox-2
and clinicopathological characteristics in gallbladder carcinoma ( GBC ). Methods Immunohistochemistry was
used to detect the expression of survivin, caspase-3 and Cox-2 in 49 specimens of GBCs, 9 cases of
gallbladder adenoma and 10 cases of chronic cholecystitis. Results Positive cytoplasmic immunoreactivity was
detected in a proportion of 65.3 % for survivin, 44.9% for caspase-3, and 75.5% for Cox-2 in GBCs,
respectively , and those were significantly higer in malignant lesions than in benign diseases. There was no
significant relation between the expression of survivin or Caspase-3 and patients’ clinicopathological features ,
except the expression of caspase-3 was related to the tumor differentiation. There was a relationship between

Cox-2 expression and the depth of invasion, lymph node metastases and Nevin’ s staging of the tumor.

Furthermore , the expression of survivin correlated positively with Cox-2 expression ( r = 0. 404, P =
0.004 ) and inversely with caspase-3( r = =0.373, P =0.008) , but no significant correlation was found
between the expression of caspase-3 and Cox-2 (r = - 0. 156, P =0. 284 ). Conclusions The

over-expression of survivin and Cox-2 and descended expression of caspase-3 play an important role in the
carcinogenesis and progression of GBC. Survivin and Cox-2 may be identified as targets for target therapy of

gallbladder carcinoma.
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