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The expression and significance of FHIT gene in cultured cholangiocarcinoma

cells
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Abstract ; Objective
in the cholangiocarcinoma cell line QBC939. Methods

To investigate the expression and significance of fragile histidine triad ( FHIT ) gene
The eukaryotic expression vector was transfected
into QBC939, real-time RT-PCR was used to detect the change of FHIT expression, and direct counting
method under microscope was used to detect the change in the biological behavior of cells. Results  After
transfection , the expression of FHIT mRNA increased by 2. 53 -fold, but the cell clones were significantly
less [ (11.2 £1.3) vs. (10.5 +1.1) vs. (6.3 «1.0),P <0.05]. Conclusions The

expression of FHIT gene in QBC939 is attenuated, but after its expression is regained it can inhibit the

formation of cell clones.

[ Chinese Journal of General Surgery,2010,19(02):139 -142]

Key words : Bile Duct Neoplasms ; Genes , Fragile Hislindine Triad ; Gene Expression

CLC number ;R 735.8 Document code ; A

e vk 20 S8 R = Bk {4 ( FHIT ) 2% 9 2 — Fl 1 22
P18 T (5 A G P A5 AT S D, G P 7 AR B £ A

5 HEA 22009 -08 —12;  f&1T H#:2009 - 10 - 26,
VEB Y ik, LRI 2 M I8 44 ST I el L Fge ke, %

AR RETE A g ek P F 2 A0 BB S A SR I TR 7 ThT RO AR 5T o
EIEE %%  E-mail ;hq_sohu@ sohu. com

TERFR AT T o R A W 24 EHE M BE =07 . 1%
5 HE %) DNA 451 473 5 B 50, T DNA 451 473 J2 %
fif g e A kR B CEEHL W] . FHIT (9 % 26 35 8 Bk
R RE R A R AR LR R A DG o AR IR R
F 5% FHIT 3 P 78 0 45 96 40 il Bk QBC939 b iy &
K B FC X 240 M AR 2 AT Ol B R



140 o [ 8 A R &

#5194

1 #MBE5FE

1.1 ##

1.1.1 = %&X# 544 FHIT/pcDNA 3.1 B
PR BRL i R E A AT R A I A g Al i Bk QBC939
4 F ScienCell Research Labortories ; % Jig [ i i3t 7
/NGRR3R 70 £ L SYBR Green T 2 9% 6 5E
i3 SR - R A Bk N ( RT-PCR) 050 1 T 1 g
NS S 7 N7t /AN I S (5 I I e o2 B w2
37! /A

1.1.2 &M% BB5060 % CO, ¥5 #4114 F
Heraeus /v H) ; XDS-1 A {8 & & 53 55 W F & W5 56 18
Sy AL A BR A W) 5 2¢O & PCR AL FTC2000 1t
F Funglyn Biotech ; Universal 32 & 3 & 7 & 0 HL 1
J Hettich 2 7] o

1.2 IWHE

1.2.1 %y RE WLRTHE, 44K
B X B S0 o S 38 X B 43 S R LA
FARZS 42 K i QBCO39 41 i % i 4R Xt IR 4] (1
ALY, #6017 peDNA 3. 1 22 BURL S QBCO 39 A1 i B
JpEs X B4 (1 4H) , B Yt T FHIT/peDNA 3. 1
2 B A% #3K R0 QBC939 4 g Xk 5L I 4
(I 41) .

1.2.2 @mmsirbsid 437 C,5% CO, 1)
B R & 10 % 5 KR 2R 3 1 LB A
B IR BE AT A0 ML B SR . QBCO39 41 iy 2 20
BEAE K, BUfE 3 ~ 5 AR Z 4l M, R e e &R
FLRT B0 5 A7 B NG Btk i ek . i TR A 1
B K BURL peDNA 3.1 & B 8 R Pk 5 H
25 00T B 20 R e T 0 4 B v B

1.2.3 miefkits K344t Ha2 58
LR F & 12,2 FriR B gy 6 FLARN, Al &%
% 5 d T B oo B 40 B E V5 IS, 19 41 40 R AE 4%
A2 L W A AT R B T) A 5 4 A SERRT af 48 A o
OB, 7 & e 8 B W UsE T

1.2.4 FHIT & 240 k%62 & RT-PCR
TN SE 45 41 FHIT 3635 1% &L . MR 4% Genebank ( 3%
DU ) i R 3 51, fd ] Primer Express #%4F 1%
B, EWSI %A 5 -GAGTCGGGACAGTGGTG-
GA-3"; F iif 8l ¥ & 5’-GCTTCTGCTGCCATTTC-

CTC-3', BRFENWEFE h_actin, LW K & : &
K 50 ul, & 2 x PCR 2% wf {25 pl, 51 9
(25 pmol/pL) 0.6 wL x2,SYBR Green 1 0.3 pL,
Bt cDNA 1 pL, 2 £ 7k IR — & TR Ak 32 19 26 K
( DEPC 7k ) 22.5 pL, Zi% & . (94 C 4 min—
94 °C 20 s—60 °C 30 s—72 C 30 s) x35,72 C
Rl R ERE
1.3 SHitFaE

Pt E ' RT-PCR K U /) ACt DL x = s IR o
BEARMBA(TA)ERNSRBE T, 2F K&
PR — b gb B Gl k2 kiR . B
He R GA 25 S DL & Ak A AR X TR 48 Ak B A
AR BOR R on o B 0 A an i g, U
xxs R, IHEAT RN Ry 2o M. AL AR
% F Bonfferoni £ 3% . Fr A £t 4% 5% A SPSS 17 #&
AT, UL P <0.05 %A % i ¥

2 % R

2.1 HPMBEAXEUE

TEE E O BT WS 3 A K
Bl o A Bl T2 40 M A KX R 4F, L8 Bl IR
29 60% AR (B 1A) . # Y24 h J5 . 114140
A K oy o, 4 BT S R ORI 100%
(1B 5 T 40 40 A ¢ B i o 41 J5 ok o 40 g A=
KfmETMHAER LAERAHG70% ~80% ,
IR AN TR L AR 2 40 M b B BE BT, kAR R
(W1C), ¥y 48 h 5 - T HAMMEA 24 h iy &
S SR s o =00 I S N P - A = Q|
1D) ;I 20 40 il A A K B+ 40 2148, 40 il B
A A, R 2 4l i B B R B AR 1S R P
(K1E),
2.2 FHEMBEHEILR

L, T 2 [R] 9 40 M 20 22 5 EGe it 2 & L (P>
0.05) ,ifii I ZH /) 44 ff 52 B T2 BB AR T 1, 10
H(P<0.05)(F%1),
2.3 FHIT #% g8

1T 20 7F %% 4% J5 KL J5 , FHIT mRNA /) 3% ik &
M2 A BAFE, 2 1THAHMHY 2. 53 1%
(£2),



H2

Bk, & AR S R G E da i FHIT Bk k R HEE X 141

HiT i 40 A I B0 (% 200)
TN ; E:5% 48 h )5 1 4400

Bl kg

R JHOA NS QBCI39 41 5 I B H ( x 10°/L)

el QBC939 il g FE T A ( x 10/L,x +55)
4 11.2+1.3Y
4 10.5+1.1Y
111 21 6.3+1.0

1) 5 M, P <0.05

FR2 FHIT JOL5E i PCR 4R ML (% £5)

il ACtY
T4 5.63 £0.13

AAC?) 2 a0

0.00 +0.13 1.00(0.91 ~1.09)

4 5.27+0.08 -0.36 £0.08 1.28(1.21 ~1.36)

I q 4.29+0.05 -1.34+0.05 2.53(2.45~2.62)
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