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WE:BH HITWE T & A Livin 76 B AR A 20 19 Rk X H S Bel-2 il p53 & [R5 19 %
o Ak RS - ZRME6E R N (RT-PCR) yE KD 52 ] 5 B 88 A0 12 1] IE # Jg R 41 21 b Livin
mRNA (% 335 5 F S0 9% 41 2300 5 1 46 D) e B i 1 21 b Bel-2 M pS3 SRR A . &R Livin mRNA 7 i
R RER R T1.2% W RFHTERBIRAL (P <0.01), Livin 5 K £ 35 15 B IR 1 5108 5
M B LA K (P <0.05), Livin 2N £ k15 Bel-2 EARFZ AR, MYE pS3 HEALK. &8
Livin 3% [ 75 i I 988 (9 & 2 & J@ vh e d 26 5 Livin 55 Bel -2 (1 53 % 38 35 W 8 76 6 I g 19 & 2B h 2 1 IR
Y F 5 Livin 2 K 3 26 35 5 3008 ££ ) p53 MR TG B % .
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Expression of Livin mRNA and Bcl-2, p53 proteins in pancreatic carcinoma

LIU Yuan, BAI Jie, GENG Donghua, LIU Jingang
( Department of the General Surgery, Shengjing Hospital China Medical University , Shenyang 110004 , China )

Abstract : Objective To study the expression of the apoptosis inhibitor Livin gene and its relationship with
the expression of Bel-2, p53 proteins in pancreatic carcinoma. Methods  The expression of Livin mRNA
was investigated by reverse transcriptase polymerase chain reaction ( RT-PCR) in pancreatic carcinoma tissue
of 52 cases and normal pancreatic tissue of 12 cases. The expression of Bcl-2 and p53 was detected by
immunohistochemical assay. Results — The expression rate of Livin gene in pancreatic carcinoma tissue was
71.2% , which was obviously higher than that in normal pancreatic tissue ( P < 0. 01 ). There was
relationship between Livin gene expression and the differentiation and lymph node metastasis of pancreatic
carcinoma ( P <0.05). The expression of Livin gene was correlated with Bcl-2 expression, but was not
with p53 expression. Conclusions Livin gene may play an important role in the pathogenesis of pancreatic
carcinoma. The up-regulated expression of Livin and Bcl-2 may play synergetic roles in the process of
carcinogenesis of pancreatic carcinoma. There was no relationship between Livin expression and dysfunction of
p33. [ Chinese Journal of General Surgery,2008,17(9) :870 —873]
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I % 988 s 5 DL R Ak bR 2 — , T
JG 2o HETHESE R B2 B AR OGN 2 5 R
PR R R . Livin 2 fig T & B9 I T 4 ] AR
[ ( inhibitor of apoptosis protein, IAP) ¢ % W (19 3 1%,
GRS GR T N B IR IG 4 2R J 2 ol S AR 0 A
fMisp . 2 K Livin mRNA il Bel-2, p53 & A TE
o i g R 3R 58, B AR AR ) Livin Ak P 7 BRI 98
BA KRR IAE ] KOS Bel-2 il pS3 Kk
KA MEBWMT

1 #EREFRZE

1.1 SAR—EER

111 A W4 E BB R 2 M e Bk o
BE Bt 2005 4F 1 —2006 4F 12 H F ARV BRIF &
o BILIE S 1Y 1 I g A AR 52 1) o LI DR g B A R
BEULER 1, T A B E AR ETRAT T AT .

R1 BRI AL Livin 5 A R IK 5 I AR 2 S 501

i Livin fH 5
[y STBLE S5 B -
Bk HHE(D)
53]
il 30 19 63.3
0. 146
5's 22 18 81.8
W (%)
=60 17 10 58.8
0.298
<60 35 27 71.1
9 E A% (em)
<2 16 10 62.5
0.557
>2 36 27 75.0
AR EE
B Rk 28 16 57.1
0.016
o1k 24 21 87.5
I R 53 1
I ~1 30 19 63.3
0. 146
m-~1wV 22 18 81.8
N
PR 19 17 89.5
0.027
B 33 20 60.6
1.1.2 sy BRI F RS 5 A

RS2 Y IE R AR AL A 12 B (R A B B R i i
BEHBTH, LS G, Flk 42 ~69 %, PALAF e

56 %) FEX R,

PR B — AR A 20 2 e 1 B [ 10% W [
W A, A HOR A MR G, - T0C R 7
GlE
1.2 FER#A

G N Livin £ 50 B ¥k 45 B i 4K O 22 15 BIO-
CHEMICALS 24 &) j= 1, L & TAEW A 1: 100,
Bel-2 Fil p53 BATEL[E PR H Santa Cruze 4= ¥4 A
NFl . DAB i % 5] A 3@ F Y UltraSensitive TMSP #8
O B X W B AN R A W EAR TR R AR
1.3 XWHZE
1.3.1 RT-PCR # ) Livin £ B &£ &% M0
RNA 1 ] £ : BUZH1 41 50 ~ 100 mg, % F Trizol 3: 42
WCH P ) 5 RNA . cDNA 9 6 580 B AR & o A
PRI RNAS pg,2.5 mmol/ L Jif 4 4% B % 18 = B
2 (dANTP) 4 L, 5 58 I 40 M 7 R 0. 3 g, RNA i
720 U,0. 1 mol/L % 3 & BE 25 pL, /K 2
19 pL, ERIE AW 70 CIN#A 5 min J5, vk %
L8R5 A Moloney /N B 11 1ML 95 5 7 386 5% ik il
200 U,5 x Wi Sk M98 vl 5 L, ZARFR 25 pl,
B RIS 37 CKiE 60 min, i f5 90 C K {E i
W SR G Ve, VK B Y8 A S BPSE R cDNA B A
PCR JZ i : ¢cDNA " 5 Livin 5 X 51 ¥ )7 %1 g 5'-
CATGGGTCTCCGTCTCG-3" ( L ## ) H1 5'-CAGG-
GAGCCCACTCCGT-3" (R i) ; W X HR B-actin 3
219 5] 5'-CGCTGCGCTGGTCGTCGACA -3 (|
Ji#) il 5’ -GTCACGCACGATTTCCGCT-3" ( FifE) . 7F
25 pL R &2 & H cDNA1 pL,2.5 mmol/L
dNTP2 pL,20 pmol/L .  Fi#f5I 94 0.5 pL, Pfu
DNA B4 1.25 U,5 x Pfu DNA B 4 i 22 o i
2.5 ulo IV 4 H:94 C 40 5,60 C 1 min,
72 °C 1 min; 4L 32 ANEER . DL B-actin S N S RS
5% Sk . 2% 3 B B O i FL VK PCR 7= 47,
TRAL 2 5 B I B
1.3.2 fZaasnis®(fika) k4 n Bel-2
Fop53 A ki RAMERNEVEREA -
ARG 3 (SP) S dl ik Oy i, BAR L RS IR
Bl AT AT . DABEIR R 2% v i (PBS) B X —Hi/EM
P B, 2R B YT R AR PR X R

S5 GLH Wi Bel-2 25 1 Rk T 40 MK, p53 &
P13k T AN MR o LA 40 M 2% o5 20 i A% Hh B4 3
Yo 0K B o B 5K U) R Bl Bk B 10 A A
B, B S AEOLEF T 5 100 A48 40 i, L% BH 1
i R A o R G ST o G = i
R IC T 0 o Y, 1 A R A ,2 41



872 PR S A A &

BT E

HEEY (0,3 Jr s Y 0 s PR P A I B S A
Sy FHYEANNE <5% 5 0 43 ,5% ~25% K
143,26% ~50% K245, >50% M35, M&EZ
Oy ABIEC - ), AR BHME, 1 ~2 20 55 B
PEC+),3~4 0 BHMEC+ +),5~6 20 il
PEC+ + +),
1.4 HZitF4E

I SPSS12. 0 B {F 47 S i 70 #r o 4[] 22
SR X W%, P<0.05 hESAGEIT¥E L.

2 # B
2.1 LivibmRNA EERBEMEEEEBEALAGEH
Rik

52 {51 JBR A 8 ZH 21 Livin mRNA- FH #2538 580y
2% , W B 5 ) f& £ 3k & Livin B mRNA
(67.3% ) & F Livin a mRNA (61.5% ) ,{H2Z %
BEME (P >0.05), 1E# B 4HZ I Livin
mRNA LK (B 1) o JR IR 4 5 0 B4 Z 8] 22 %
AREM(P<0.01),
2.2 Livin mRNA H) 3R 3% 5 fE Bg 98 I 5K 5% 12 45 4
B X &
Livin mRNA [ 33K 5 9 I 98 19 73 16 B2 B2 R0 ik
SRR G, AL R AR S U A R R

KW TR S MOk A T, m
Livin mRNA (%) 3% 3k 5 48 % 1 5 . g oK/ L TNM
ST R (R,
2.3 BEBEAYL Livin EE XX 5 Bel-2 #1 p53
EBREHXER

Bel -2 7 Ji M 98 20 21 rh 1 BH 2 6 58 2 34, 6%
(8 2) ;5 Livin mRNA 7£ Bel-2 [P 2 & 3k 2
88.9% , B EE T Bel-2 M4 (61.8% ) (P <
0.05) . p53 7€ R R 98 20 24 b B PR 3R 3K %2 4 53.8%
(B 3),p53 A4 F1FH 4 41 5 Livin mRNA 79 FH P
FKFR K T5.0% F1 66.7% , Wi # % 5% T &
(P >0.05),

M 1 2 3 45 6 7 8 9 10

bp
bp
bp

1 RT-PCR # I [t Jiit 98 1 1E 6 19 Jljt 24 2 Livin mRNA
M) 25 ik M. Marker; 1 ~ 8. i al4l; 9 ~
10« 1E # Jhe ik 41 21

B2 Bel-2 7R AIGUH 235 (SP x 400)

3 3 i

Livin fz 4] N A J& iR ' cDNA 3L A 50 [ 1
3, PR D 8 8 T 4 1 2 (1 (kidney inhibitor of ap-
oplosis protein,KIAP)m c T iZRNAER O L
240 i T v BE AR A Wt AR O TR 8 R U T A R
F ( melanoma inhibitor of apoptosis protein, ML-
IAP) ™ Livin L £ F Y 04k 20913. 3, & K

B3 p53 TERIRE LS Y1k (SP x 400)

4.6 kb, i o Al B AN A, S B 4R A5 K R
298 280 MEMEM M E O, PAP R L) AR
A T2 5, B E A AP KK R 5L FE A ) BIR
F1 RING #5254 35k , BIR 1) 5 X J& TAP Kk & 1
A T 3 P 1 6 7 4 A

Livin 7E IEH AN A AP IR R BRI R, F
EZ L L A S S N - N 3 S P = =R P U
00 ) 20 M 08 T, AE PR Y R AR R K Pl B AR
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I o EHT % 3 A Livin 400 f0 20 e 08 1R 5 i
LA ) 4 T 2R 1 B ( caspases ) T SE BLAY . Vucic
200 BE 9% % B Livin 0] &5 caspase3 , caspase9 K&
caspase9 Hif 1K & A= e g 3L U0 vE B4, B A T
Livin A] DL 3 #1)) ] caspase3 & caspase9 B 15 ¥4 1M
A0 40 ML P T . Kasof % FI[35 - 1S-F i 2
FRiC 9 Livin 5% fL # caspase3 K caspase7 ji 4 WF
B )5, T F caspase3 M caspase7 L&A M, & B iX
Wi Ff caspase BH S 2D o i — 2 15 B Livin $1 ] 40
0 94 T B A T 2 0 G 4 ) caspases Y I 8 T 52 BY
B o f BT B9 58t 2 W« Livin B9 B0 08 T 18 A8 %
B ZRL 1A B LAY caspase 1 L 2 FI ( SMAC) F 3
50, SMAC [ i 1 TAPs %540 7 o 76 1A 9 L3
M TSN EMELT, Livin K& £k,
Livin i i 5 SMAC %% -G 1 H Fl SMAC ) caspase Ji§
8 H R P, AT 22 B caspases K BE 15 AL 1
REEHUMTAE o SR, 780K 9 LUAR 94 215 5 4%
SO ERE BT, SMAC B £ M\ £R KL 4K b K B R
B, 5 Livin 45 50 P 45 &, IF & I8 Livin & 4% 75
f BIR 2548 380, DT 8 Livin $T 0 12 A9 7E F R K B%
MK o p AT L, A2 T2 o Livin 5 SMAC J& A 1
VERT KT8 29/ . Ashhab 257 B 5% 38 % BHL, Livin
o I Livin B 7E Ht 54 T AL o B A A [ 4E .
ML Livin o B RUAD ) b 2 3 %08 C (PKC) By 4
ifill 770 2 R At 5 3R ( staurosporine , STS) if5 T 1) 41 g
P8 T AEAE R E O (P 2y ) 5 00 40 i
o, AA Livin-g oal DU 08 7

AHIE 5T 45 R R, Livin Bk B 7E J i g vh 3R 6
R, RS BRI KRR RED, A R
oA TR i g L 012 R b R B AR 0 . JF L Livin 1
3K 5 AR g 0 O3 A R B R A e B A OC, B
Livin K& DY 3 35 0 o B 0 TS A R 48 b 2 — o

MR K — DN 2R 2D R
T, 2 2k DF 3k ) 4 JH Y 25 2R o Dt R 2k A Bel -2
BE 00 45 40 5 3% C 4 Nk R B T R H
PO TR A o 5 e BE 4 R 9 R R 09 0 T 4
1 (apoptosis index, Al) 5 Bel-2/Bax H {H & 71 A1
KK FRo Bel-2 fEH T M & 48 Caspase-3 1y I
fif , Livin 3 2275 N 4 B 4% 0 i) Caspase-3 , P 3 fF
P T AR B9 R [ B B, A TR R e R AR R
v U IR VE T o pS3 2 B K AN S 9 5 R 40
P TCRAZ B, 2 R P R R B R R SR 2

—o fE45 Livin 3 [N 5 5 KRB LR R AL,
p53 & Livin 2 [0] JCAH S , 2 W0 JE A pS3 1Y
235 5 PR T ) BE P Livin 4% (3 8 33 R [\ B L
2 5 IR B St WA T BRI 1 R AR D)7 THT TG
AL A kA T
TR WL R LR, 40 ] Livin 32 35 [ AR 45

Jiza 92 20 Bk LoVo J% i 988 4 A B SPCA-1 B4 4% 5 15
P, 42 o 20 M Bk XAl 97 24 4 1 OB . H AT
X Livin 5 BRI ¢ R 058 A WIRGE 45 38 A 17F
Z ) 1 R B W H B B BT ST R — IR A
Livin A7 828y [ B i 5 PR 97 B0 0T S0 05, AT Ay
ok J I 1 TR 9T TR RE — R IR AR
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