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Shugan Particles of Rat Hepatic Stellate Cell Apoptosis.  Qin Wenyan, Cao Qunfen, Li Changping. Ningbo Seven Hospital, Zhejiang
315200, China

Abstract Objective Observe the effect of Shugan particles in cultured rat hepatic stellate cells, whether apoptosis in rat hepatic
stellate cells affected, and its possible mechanism. Methods Cultured rat hepatic stellate cells (HSC —T6) , divided into experimental
and control groups, the experimental group to join Shugan particles, divided into three concentrations:4.2mg/ml, 2. 8mg/ml, 1.4mg/ml.
During the 24h, we analyze the apoptosis using flow cytometry after staining with Annexin V — FITC/PI and CD95. Then we detect the ex-
pression of Bax /Bcl —2 using immunohistochemical method. Results Apoptosis rate in experimental group was significantly higher than
the control group, and dose — dependent manner, the difference was significant (P <0.05). As the concentration increased, CD95, Bax
expression rate increased, Bel —2 expression in the experimental group and control group no significant difference, but the ratio of Bax/bcl
—2 group with the increase of drug concentration ratio increased( P <0.01). Conclusion Shugan Granule can induce apoptosis ( P <

0.05). Shugan granule may induce HSC apotosis by mediating fas system. Shugan granule could up - regulate the rat’s Bax/Bel =2 to in-

crease the sensitivity of apoptosis and induced HSC apoptosis.

Key words Shugan granule; Hepatic stellate cell; Liver fibrosis; Apoptosis; CD95; Bax/Bel —2
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Bro (5) U= 4t i {S0RS: W &7 JHF JORE X CD95 9 5% i < J7 1% 4 |
WA TR R S FLAR 05 35 — K, HE S0 96 4 RO TR 4
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(7 HF R 1.4 .2, 8 4. 2mg/ml, Xf Bax [ 3k 4 il



BEAEprse el 20124E3 A 4148 %30

JE:1113.14 £556. 74 1418.75 = 604. 05 176543 =+
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TR 2, (F=2.70,P >0.05) ., {d /& Bax/Bcl
-2 1 LA B A 2 W v A A 8 i T, LR DL ER
1 KK 2,

F1 FEREREHFBMER HSC /57 Bax
Bel -2 §9 10D & X Bax/Bel -2 b {&E
20 51| n Bax Bel -2 Lt 151
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BMP -7 E X R FHEMARPRFERIEMEN

AFEL HAF REHE o B OB K OIRA

W OE BHH RITREATAAERAN BB E K AEEH 7(bone morphogenetic protein —7,BMP —7) ) & k¥ [ 7 L.
TR SR I N TR ST BRI A e (DMIN) A R U £4F 4 AR B RS 4 K 01,2468 J& 43 A I3 ALT (AST (ALB Y
A Ak, , R B BUTF 41 24U 2 o i RT - PCR 5 4G 1 BMP -7 mRNA #3835 . R HE Ye {6 ] Masson = {6 4s {0 2% i Gl T W 5%
JFHAB O RABAE R 2T 2 H B R, SR LR BRI A 5 ALT AST B 2 715, ALB Bl & 7
F&. BMP -7 mRNA 7EXJ B 20 R BAIIT 27 e AL L B2 R FRUIF L Uh 3 e ik o S X IRZE A LL, P AU BE B0 21 4 R i) BMP -7
mRNA £k B F WA (P <0.05), 1 ~2 A SXMAZRMERFE(PH >0.05),1 54 RILEERTREM(P>0.05),2 4
54 REBRFTR(P<0.05), 4 B xIBAE R H T, 3Kk m (P <0.05), 6 BIEIEA B # TR (P <0.05), % 4 ] TR
(P<0.05), 8 A% 6 A RFETRE(P<0.05), 5X AT R ZE R (P>0.05), &i BMP -7 mRNA 7EIE% SD K AT IEA
RIBTE ML AE AL R BT L AUp 10 308 22 3l A A8, 7 SO ) Rk i 2D, B I 47 4 AL 08, SRR 30, 16 i 21 4 A6 )5 9 22 58 sk
A R BMP -7 2 5P R A R RS

X#iE BMP-7 JFL4itk KR

Dynamic Expression and Significance of BMP -7 in Liver Tissues of Rats with Hepatic Fibrosis. ~Zhu Bihong, Chen Yongping, Dai Zhi-
juan, Ye Chao, Cheng Yuan, Wang Xiaodong. Department of Infectious Diseases ,The First Affiliated Hospital of Wenzhou Medical College,
Zhejiang 325000, China

Abstract Objective To explore the expression and significance of bone morphogenetic protein —7 ( BMP —7) in rats models of he-
patic fibrosis. Methods SD rat models with hepatic fibrosis were established by intraperitoneal injection of dimethyl nitroxide (DMN) .
Serum alanine aminotransferase ( ALT) , aspartate aminotransferase ( AST) and albumin ( ALB) levels were tested from hepatic fibrosis
group at the time of 4d, lweek, 2week, 4week, 6week, 8week. And levels of BMP —7 mRNA were detected by semiquantitative RT —
PCR in hepatic tissue. Pathological characters of liver tissue were also observed under optical microscope after hematoxylin — eosin and
Masson staining. Comparisons between groups were analyzed by one — way ANOVA. Results ALT and AST in model group were signifi-
cantly higher than those in control group, but ALB in model group decreased. All rats in normal control group and hepatic fibrosis groups
expressed BMP —7. Compared with the rats in normal control group, the expression of BMP =7 mRNA in the 4 — day group was signifi-
cantly lower, but 1/2 — week fibrosis groups had no significant difference. Compared with the rats in the 4 — day group, the expression of

BMP —7 mRNA in the 1 — week group had no significant difference, but that of 2 — week group was higher obviously. They reached a peak
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