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[Abstract] Objective To investigate the expression and clinical significance of FLIP(S)mRNA in colorectal
carcinoma, Methods A real-time fluorescence quantitative RT-PCR for FLIP(S) mRNA was established. Then the
expression of FLIP(S)mRNA in colorectal carcinoma tissues and adjacent tissues was tested by the method. Results
FLIP(S)mRNA was detectable in both tumor tissue and adjacent tissue. The expression level of FLIP(S)in colorectal
carcinoma tissue(0. 23+0. 19) was significantly higher than that in adjacent colorectal tissue(0. 13+ 0. 10) (P<C0.
05). The different expression of FLIP(S)mRNA in colorectal carcinoma was significantly associated with histological
grade(P<C0. 05). The poorer tumor differentiation became,the greater expression level of FLIP(S)mRNA was. Con-
clusion The expression of FLIP(S)mRNA is up-regulation and closely related to the malignant in colorectal carcino-

ma tissue, It may help to explore the genesis and development of colorectal carcinoma and find an effective therapeutic
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method for the tumor.
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FLIP(S 3 FQ RT-PCR A Xt 5 & 5 2% - BT 45 W g L 21 v
FLIP(S) 3£ H 35 53 .38/ FLIP(S) 3L [H £ 15 5 45 B @
KM B R R B TT BE AR e
1 #R5F®
L1 ARARIE 34 Xt 37 & 45 B W 9 4 23 S 55 1E W 41 41
14 445 B g e 41 2L B 3 AR Be 8 i S B 2006 ~ 2007 4F 25 H
FEFREH WL RMAL AR AEW2. HPH 22 #, & 26
i), AR 36~78 % 34 59 % s EH g 38 1. 45 I dE 10 )5 ik
EE5 %5 27 0], Tk 25 5 8% 21 1) 5 S8 % 8 . 20 i), JC fie #
T i 28 B s 4 8L 43 AR AL 9 B, P 434k 39 1] s DUCK i
R4 AB I 21 fi],C.D 9 27 B, 20215 8 SO 55 1F 41
21BN 2 0 5 em 1 B B G BIUE 52 R A A U) % b
YA AR R A ) . AR AR BT o7 B 8 TR A % 5 B — 80
°C A AR 5 VKA R T
1.2 EZRXA  H RNA REMBGAF &M A LiF WL
Al B4 RT-PCR ] & (AMV) ¥ 5 ik 5 & @ Pro-
mega 23 1) , Bactin & RHA R & A7 31 980 PCR .0 il 5 &
¥y A % E ABL A48,

A @iIRAEE ,E-mail: zhangzy@yahoo. com. cn,

1.3 F2UER  ABIT500 58062 i PCR U (S E ABL A9
) . DU650 2848356 56 ) 3 (35 [E Beckman 24 &) .UV % iR
R Z G (EEH UVP 4 #)) . Mastercycler £ PCR Y (7
Eppendorf 22 &) . K i B .0 #l (Eppendof 28 5 ## ¥ T1E &
(HEAL FORCE A7) .

1.4 4 RNA 2K cDNA &% M $E RNAfastl000 i
RNA e e fily Bz 77 & i BT B RNALRNA ] DU650 % 4h
A3 BE T B R sl BE AR N, L1 Y0 BB B B R e Tk AR
RNA SE8M . AR AMV 306 5% 583850 & #5278 Ui B 5 i cDNA,
1.5 5lY A I &XE& R RH#E FLIP(S) ) mRNA 7
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AR 577 0 IS 17 2L 2R 495 0 38 AN o A 0 R T DA B A K
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