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S M B T TR ) DR B AT 2 PR 0 1
EERE=ESEN - Al

i EAHE, kA (LS ROER AW —FRL 1WA i 255000, 2. §StETHUOER 1112, ILER
714 255000 )

THE: B 0 S IR R K BRI A E A RE I .. ik EISR R3S A, &
PMEFE L e BN 5, BT R SLIGH KR TR E AN KRR 0.2 ml, &5 2k
TR, o) B TENG/NES 12/ 24/NE FHA8/INI Ji5 Ab B e BB 4 K BRUIHLS A Py N AR B 3k
K, 6/NITIGAbAY . BAEL &R BRFZHEZY, R Tunel Gt G v E T PR3, SR sl 2340 2%
EIF B EBel-2 5BaxPH It RE R . G5 S R AL 40 M B0 W B o0, T b s 2555
BT WAFANRIRGE . A, FERAET. STHRAFE T HREUE BT R G6 /N 12780 24/J\Ha‘$u
AN, ZERAE G FE X (MESH1N5.921, 7.559, 8.919. 10.520, PHJ<< 0.001) . X HEZH A%
Yr6/N A BCl-2FH 1t e TA 23 7 85, 71% M 71.43%, ZRTLGH%E XL (F =0.000, P=1.000) ; &
6/ A2 /N 21 Bl -2 FH 14 3808 5 8 2 1 TR 1 2/ 24 i 21 (P << 0.05) o MR, &
Y6/, 1278 247N FI48 /NI 4 [ BaxBA M 2 IE 24 BN 14.29%. 28.57%- 42.86%-. 100.00%F!
85.71%, HEZERBLGI¥E N (F=9314, P <0.001) , BaxPH: ik 2 Ek gLt (6] &K 27 &t
B, TR/ HT R . 4510 St IR YL S i R RO o] % AP A0 T, SRR R T AR E A
Bel-2PH R IA K [N B I Bax S R IA R T -

KRR HEERGe, St FARFET ERGeER

Influence of acute biliary tract infection on apoptosis-related protein expression of liver cells in rats

LI Na', YIN Xiu-mei’, ZHANG Lei' (1.Department of Gastroenterology, Central Hospital of Zibo City, Zibo
255000, Shandong Province, China; 2.Department of Outpatient, Zibo 255000, Shandong Province, China)
Abstract: Objective To investigate the influence of acute biliary tract infection on apoptosis-related protein expression
of liver cells in rats. Methods Total of 35 rats were selected and randomly divided into five groups after adaptive
feeding for 1 week, 7 rats in each group. Rats in experimental groups were given injection of Escherichia coli into
common bile duct to make acute biliary tract infection model and sacrificed after 6 h, 12 h, 24 h and 48 h of injection,
respectively. Rats in control group were injected with normal saline into the common bile duct and sacrificed after 6
hours of injection. The number of apoptotic liver cells was counted by Tunel staining and positive expression rate of
Bcl-2 and Bax in liver were detected by immunohistochemistry method. Results The liver cells in control group had
no obvious pathological changes and the apoptotic hepatocytes were rare. The liver cells in all experimental groups
were found necrotic and deformed and occured apoptosis. The apoptosis index (Al) in control group were significantly
lower than those at 6 h, 12 h, 24 h and 48 h after infection (¢ = 5.921, 7.559, 8.919, 10.520; P << 0.001). The positive
expression rate of Bcl-2 in control group and 6 h infection group were 85.71% and 71.43%, respectively, the difference
had no statistical significance (° = 0.000, P = 1.000). The positive expression rate of Bcl-2 in 6 h and 12 h infection
groups were significantly higher than those of 12 h and 24 h infection group (P << 0.05). The positive expression
rate of Bax in control group, 6 h, 12 h, 24 h and 48 h infection group were 14.29%, 28.57%, 42.86%, 100.00% and
85.71%, respectively, the difference was statistically significant (' =9.314, P << 0.001). The positive expression rate
of Bax increased with time going on, and decreased in 48 h after infection. Conclusion Acute biliary tract infection
can induce the apoptosis of liver cells in a short time, which is accompanied by decreased expression of apoptosis
related protein Bcl-2 and increased expression of Bax.

Key words: Biliary tract infection, acute; Hepatocyte apoptosis; Infection model
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VR E B JE TR R WL TE B, AL AR
ERAAVERRFE S, 1200 2 A R RHE iR A E TE 45
A EENRTE I, AHOCHUR R A ERa S L TE
YR IEHE 1% ~3%" . SVEHE RGN SR
e 2 B o 0 REL A 80 s s e, G R I K 5%
Y e e MEAR AL, 305 R DiRE R, IR
PEAL e B g EE B AT ohfe s, H AT o Stk
TGt BT AL 2R T4 9% B A R IA R G i iE ™,
DA 5 T JHE G s WA A By g AT 1) S S FEAT) A7
E—EANR, BRE—PEY AiEd g
KSR TE A Y, RO S JH I B K R
R T A OCER B AR, BRIEW T .

1 #EREREE

1.1 — AR ARtk B3 s HUEESD S K
B RFiEDN (340 £ 30) g, Kk db R 4EiEF)
ML S EE ARG R A

1.2 IS ZARF] AR UKRBIEAE ChE
AL A 0 ) A S RE T R s 1) O T
WK FE NS x 10°/ml; 3% I SPA i 41 44k 2 et
A&, HEEFREVMRIHEARARRME; &
K EAGE O T UAREREGRAF; &
Z i [%E [ (rabbit polyclonal to bel-2)  ( TAEH
. 1:100) . % wkEBSX (rabbit polyclonal to
bsx) C(TAEWKE: 1:2000 HWHE T LgFE 4
MEHETA R AFE]

1.3 %7k

1.3.1 1l JOd e A5 B ade oK BR I8 48 5 I I8 4 1]
FR1UE, HBHEE. YooK, HHE-BEE12/MZE,
KEBENL A, FHHLTR, Hd—4 e,
HARYNSEIGH, BT AREVEH T FAR5ERK
JE6/NIE L 127NEF . 24/)NEs R4 8 /)N i 42 52 A Il B Ab
B o H R R G KRR AR A R R DL T v i
1T: 3% L2y i 2 K UG IS AT IR, FH 24
8 N30 mg/ke, HEHONR REHIEA A BAT DI O 9
HENRENE o KR ZH R BRI 8 T NAE B ER K, #1)
FON0.2 ml; SEEGAH K RUEFAL AT T 38 L34
| eodE3ii (o B IR AN KGIRA T, WREEAS x 10°/ml, )
FoN0.2 ml, AV EVEIRIE AR, RJEHCR
SRAHTEZH ALk Ay, SRR Y. BT KRR
Al A TC R BE S K IR PR ZE TR, SR HTE SR
FURFIE],  FF TR S HATARC .

1.3.2 FF2HZRT) A il & % HEZH R SRR AR 3 3 K
6/INf JE AR AE s SIS AR 7 R, RIRTARJE6
INEF 127 247N R4 /N AR FE, PR B R
HLL, T 10% 1) IR A e 6~ 12/, HUH R

HATAHEE ARV, ATHEF Tunel e,

1.3.3 HE4 8 KERMAHARY FEHEG )5, b
DR T MR A Y, A M. A
Ji SRR R S A TG T SR 6 . HH I 7 ot A AR
M

1.3.4 TunelZett KERMHLAY) & Tunel et 5 4t
AT RS, Bkl HRE S R B 40
P A RES, B3 ~ANAESHEEF, JHOR20
35 Ja X LT N BH 2 P B A T S, TR T dR
¥ Capoptosis index, Al , Al = BH 40 A4l
%

1.3.5 S H UL ke M Bel-2 K Bax [f) Rk A
FIEEBcl-2. Bax{E NIRRT bR EEH, RA%
955 2H 24K 25 R AR I 45 2H K BRI 40 i 1 Bel-2 f Bax
Tk, WMELXTELSZHFA M Bel-2 & BaxFR A4, LA
Fay A e N B, TG R A B .

1.4 %t 3432 AHF I HEE YR A SPSS 18.041 1 #
PEREAT AL, TFE R X + s3Ron, dAxT R A
BEEWETZ T ARG . P < 0.05hZEFA
Gt E .

2 R

2.1 R FHAE WS KBATAL Y A G R,
XTRRLH K R4 HE S A%, AR R te, 40/
ZEEO, WREAMAEE,; S2i6H KRR
Al WIRBE . ARTE,  ELPRAELL: Bl s (a] () 2 K FL A 1
o AR K. GG/ NI 2R W R 4R R, T
YU MAFAE /DA YE HIRBE, RFELE N 21 K&
LA, IF DB AT g R M AR s IR 12/
I E BRI R LY, A% R E R, K
ST 4B RR A, AT IR ZEAL Nl B s TR
24/NIF AL S AR, AN AR R PR AR v HLERBE
YA/ N AR UOIE TR N, B A7 7R
AR, L.

2.2 Tunel FB4 2l o Ak 69 b 25 2H ) H T Fa B0 2 57
BEit#E L (F=22375, P < 0.001) ; %HEZH
JFF 200 JH 0 T 48 B AR T I 6/ L 12708, 24
/INEFFI48/NIT A, ERA GRS (MBS A
5.921. 7.559. 8.919. 10.520, P¥J<< 0.001) ; [#
TR B] O ZE K, %4 A Tunel BH P 20 Bl B0 2 48 K
B, WL,

2.3 £Z20Bcl-24Bax#) fatE &k & X IR 4H 5 gy
6/NAHBCl- 2B R IR Z R TG HE X (F =
0.000, P =1.000) ; JEGL6/NEF2H A1 GL12/Ni 21
Bel-2[H 11 1A 2835 {8 25 1wy T IR GL 24 /N isf A48 /N 24
(P¥1< 0.05) . &4laBax {1 #ik R 2= 2H S
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B | FHARRIEYI R (REEANFERE, x400)
TE: AR B WL 6 /M AL C D9 12 /N D J9IH 24 /NN E it 48 /i AL

*® 1 FEAXRFEMATIEH. LR Bel-2 §1 Bax RIPRMRIAR

Bel-2fatE &k & (%) Baxfal & ixE (%)

Ea: %l ATHE (x+s)
A (n=7) 7.25+1.26
Beeo mfel (n=7) 1931 £5.24
B2 (n=7) 25.13+6.13
ReF24 N (n=T7) 38.42+9.16
BFAR NI (n=17) 4839 +10.27
Ffa 12.354
PiE < 0.001

85.71 14.29
71.43 28.57
57.14 42.86
14.29 100.00
0.00 85.71
7.316 7.765
< 0.001 < 0.001

VE: SXtRRAIALL, YL 6 AN 12 ZNEEL 24 ANIFRD 48 NI ZH IR TSHR L ¢ {4 AR 5,921, 7.559. 8.919. 10.520, P << 0.001

T E N (F=9.314, P=0.000) , sZi4HBaxfH
PR IEBEE I ] 2K B IE L, FRY48/NIf T

B, W1,
3 Wig

o I 3 R Gl T A B0 B PR AR N R R O
RN M, 38 I WOE A% B A0 i R e R 4
f e A KR E R SR I T R ER,
FO 1A P 3 A S A A B T
U T AR FR P ME A AL TS (programmed cell
death, PCD) , s X il T 40 ffL bR ZE 1 20 i 3= 50y 14
WD, ZI W AR AL WS RS E RS
R EANEERH, BRI AT R E
WRAE AN (B IR R AR, SSALH40 i SRR
JEE AR PR PR ZH 2R TR RS AR MEREAT I T 40 i
g Gtk A S R P AT AN R R S AR A
JHT. BT RS 5 SRR E R, IR A
Bhsh szttt AT et DUE S s s wF 7T 4
BN S5 LA, HL 3 a2t i AHLS A8 1) 07 32 S B ok
BF 70 SR R G 4 2 15 7 AR IR T, %07
EMXN R Sy, B5 FEHGE R, JHEE A

By B AT i Bl 40 P T, X B & S 6 A R Y
M, RCRAER AR,

W T U JH B G B P Y 1 ST G R AT
e RS ZE 4L, AU B R OAR FE B3 ISk 2 3 Bh
YIRERY,  DAYsk /b oF i 2 SIEHG 45 SRas K T4 X e
AP T FRED BT BB, X B2 5 k67
IS 2H AN YL 12 /NI ZH Bel-2 P i R ik F 2 7 B 3%,
HBRGL24 /N0 F148 /N Bel -2 BH 14 221k 6 5 B 446 /)N
F AN 127N AR EE 2 N B o T 0 B S i E I R G4 3
R I FF AR B T, FLR TR 5 o S R N [ 1) JE K
EHES, FETE AV RN TR . g
REMHT AR RBHRT, H AT A 4
{8 T AT 3 s 3 R 52 408 P 44 A SRk 3 982 2 i Rl o it
78 I 98 RN A i A A ) 5 K3 R 2R, BT AE
— B FE FE I 0E 5 T 40 P R T2 BRIR A . [ A A 3 T
FeU IR, YR T AR 2% R S5 Bel-2 SR BRATAE %
B, Bel-2Z5 A T & A AR T &AW
25, FEBcl-2. BaxflBakZs, HrBcl-2 30
T-EH, Bax BRI T-EH. Bel-281Bax [ J§ &
H, S5 m] BHOY R SRR B S T R SR A
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Bel-2 71 B S A i 00 ) FEF 248 B 0 1 1 RS B 4
T Bax & B — AR (e T2/ A s sl AR 5T
SEREOR, SXTEAMEL, B 12/ R 24N 41
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Bax®iAZ 7 8%, BaxfFik T EYL12/N i F124
INISE BB ks, R4S/ SR B R . ik E]
DL, B gy B A HH B 48 B 0 T ] B S Bax 3Rk 1 1
ZAH R, BG4/ R4 /NI JE T4 i £l = 4 nmr
it 5Bcl-2 [0 .

ZE LRTIR, St IE I SR i A R) P R ] B
JFAp T, HET5 TR B, XAl e
Pe G T R A Bel-2 K BaxRIAMAA R X, {H
Rt — DT AT R SR I B e 9T 1
BT PSR .
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