BEEER AP 2010 £8 35 8% 10 8 (Journal of Chongqing Medical University 2610. Vol.35 No.10) — 1467 —

HRIBFSE &9 :0253-3626(2010)10-1467-04

COX-2 Fil PCNA M3k 585 HIH I AR Ak ) 19 ¢ 2

gﬁﬁﬁ‘%,ﬁ*ﬁt‘yi@@,? %,%Klt‘
GILER REE—EBRESML ARE  050031)

[# E] 84 . REHEHBHRASPHE S -2(Cyclooxygenase—2, COX -2 ) HIIEHH 41 fl % 315  Proliferating cell nuclear antigen,
PCNA)BIZRIE , 4347 55 by e R BRARRAE 9 96 2R 5 [RIRH RN 25 B Rz 2 8 i 3K P AT 51 B % E2( Prostaglandin E2, PGE2) 3R 3K
Fik  RAEESE RBAME RN T, & 40 545 B M F AR bR A b i s K 38 55 J0 98 45 5 41 21+ COX-2 .PCNA
mRNA ¥ 537K, H-45 5 R ERAE VR IEAT 4347 5 TR1N R P B¢ S 3 R Y S0 58 (ELISA A U 45 LR AN HG R f5 R Ag R IR A
BEMET PGE2 RAE R, £ 3 g4l COX-2 # PCNA B mRNA % FKF B35S TIBETIBLEHEL(P<0.01), it
LA COX-2 # mRNA H R AR RMAL MR BIERE NS TKE 5B P A 5% 25 (P<0.05); PCNA B
mRNA 37K F- 5 B 2R AL R B RS R B 6(P<0.05) , K B 45 E X HR S RiA 2 B EIFHR(P<0.01), 4
HBERERNEASRE M T PCE2 /AT B & T1E ¥ X BBLH(P<0.05), T ELAJG M3 PCGE2 BIFRIAEARRT B E TFE (P<0.01),
BB T B (P<0.05), 4 :COX-2 Fl PCNA 7RG H BB B AT #T i EEEER, WISMNE L+ PCE2 KFXT £
M EINEHBEA —ESENE,

(XA AL 2; MIFIRE E2; A ERE MM HUR

(FEEBSHEHSHES RIS [ sciR$RiRAG JA [ ¥7% B A 12010-03-26

Expression of COX-2 and PCNA and correlation with the clinical characteristics

of colorectal cancer
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(Department of General Surgery ,tht First Hospital , Hebei Medical University)

[ Abstract JObjective: To investigate the expression of cyclooxygenase-2 (COX-2) and proliferation cell nuclear antigen (PCNA) in
colorectal carcinoma, and to identify the correlation between these expressions with the clinical biological features. Methods: The levels of
COX-2 and PCNA mRNA were detected with quantitative reverse transcription—polymerase chain reaction (QRT-PCR) in 40 pairs of
samples containing tumor tissues and the non—cancerous tissues. The level of PGE2 in peripheral blood was detected by ELISA. Data of
COX-2 and PCNA mRNA were statistically analyzed along with the corresponding clinicopathological features. Results:The mRNA
transcription levels of COX-2 and PCNA in tumor tissues were significantly higher than that in the non-cancerous tissues (P<0.01). A
significant difference was found in mRNA transcription levels for COX~2 and PCNA among patients with tumors of different degrees of
invasion depth and the differentiation. The mRNA transcription level of COX-2 was significantly different between patients with and
without lymph node metastasis( P<0.05), which was not found in PCNA. COX-2 mRNA expression was correlated with PCNA in colorectal
cancer (P<0.01). The PGE2 levels in postoperative plasma of colorectal cancer was significantly lower than that in preoperative plasma
(P<0.01),but still higher than the normal plasma (P<0.05). Conclusion:COX~2 and PCNA play important roles in carcinogenesis of
colorectal cancer . Measurement of PGE2 might be helpful in the early detection and diagnosis of colorectal cancer.
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1.3.1 RT-PCR il HEEEHRARN R TREIEHLE
FJC RNAase RIS 854, PREESNA 1 ml Trizol 213 , 3% Tri-
zol IRF) & AR BUE RNA, HURNA 2 g 055 %A Rl cD-
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TTTCTGTCACCAAATTTGTACC-3" , F i#% : 5’ ~AACTGCATTT
AGAGTCAAGACCC -3’ , 7241 A1 206 bp; LA K 3 [ GAPDH
Ve NZM8, EiiF:5’~AAGGTCGGAGTCAACGGATT-3", T ijf:
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