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Tab 1. Effect of Shuangshen on SGPT, SGOT in hepatic cirthosis in

duced by CCl,(nmol/ s) 2.2 st LK Z HYP & %ok
Dosage
Group e SGPT SGOT 16 h . [ 2]
(g/ kg d)
Normal 8 - 633+145  1317%217 HYP . 1 h
Model 8 — 875204 1728540 HYP ,
Shuangshen I 8  3.0gX 12 637411377 1234+250" "7
Shuangshen II 8  6.0gX 12 6304107 "7 13254158 7 ’ o
**P<0.05 vs model; P> 0.05 vs nomal 2,
Tab 2. Effect of Shuangshen on hydropmline in rats with hepatic cirthosis induced by CCl, (mmol/ 24 h, x %s)
C Dosage Uri S Li
roup n (o/ ke rine erum iver
Normal 8 - 0.25+0.05 0.23+0. 02 0.314+0.05
Model 8 - 0.36+0.05 0.31+0. 02 0.67+0.07
Shuangshen [ 8 3.0 g 12 0.60-£0.06 " 0.22+0.05 """ 0.38£0.04 """
Shuangshen II 8 6.0 g 12 0.630.07 """ 0.24+0.02 """ 0.3840.02" " "
" EPZ0.01 vs model
2.3 MFARE KA rGT 8% 2.4 AR E KK MDA.SOD & M4y %5k
I 1 rGT SS MDA
; r-GT 351 =101 nmol/s, | MDA . )
215430 nmol/s, II 206 =33 nmol/s, 0. 05, (P<<0.01).
211415 nmol/s, SOD ,
(n=28, P<<0.01), . 3,
(P>0.05).
Tab 3. Effect of Shuangshen at M DA.SOD in rats with hepatic cirrhosis induced by CCly(x=+s)
G Dosage MDA (*mol/ L) SOD (nmol/ s)
o (g/kg°d Serum Liver Liver cell
Normal 8 - 12. 60+0. 80 3166044900
Model 8 - 10. 80+2. 40 38.0+16.0 21870+1750
Shuangshen [ 8 3.0 gX 12 8.20+1.40 " " 12.842.0" 7" 32600+6500 “
Shuangshen I 8 6.0 X 12 7.804+2.40" " 12.4+1.8" 7" 28800+5050 “ °
" P 0.05 P<0.01 vs model
2.5 FARZ KR TG & #¢h 2.6 ATELRARA
TG . )
TG TG ) , ,
TG . 4, , C 1-1).
Tab 4. Effect of Shuangshen of triglyceride in rats with hepatic cirrho- , . . ,
sis induced by CCL(x £
]4 9 ( 1_2);
Dosage TG (mmol/ L)
Group n (o/ ke d) ’ ’
g Ser ive
Serum Liver ( 1-3)
Normal 8 - 0.36+0. 06 0.48+0. 28
Mordel 8 - 0.784+0.25  1.60240.26 ’
Shuangshen I 8  3.0gX 12 0.41+0.14" " "0.4240. 14" "~ , ¢ 1-4),
Shuangshen II 8  6.0gX 12 0.3820.10"""0.5840.26" "~ , R ,

P 0. 01 vs model
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Fig 1-4. There is no pseudolobules in the treatment group, the hep-

atic celk recovered, and some inflammatory celk irfiltrated in the

tisue. HE stainX 20.
Fig 1-1. Hepatic cirthosis, the normal architecture of the rat liver rsue slan

was destroyed The fibrous proliferation separates the hepatic cells

to form islands with the liver cells degenerated. HE stain X 20.

Fig 1-5. The omganelles become normal, the rough cndophsmic

reticulum lie no degranulation and the mitochondria is enlarged<

20k.

Fig 1-2. The rough endoplasmic reticulum twisting , swelling and
degranulating . The mitochondria swells and its membrane breaks

dow nX 20k.

Fig 1-6. No proliferation of the collagen beside the endotheliocyte
X 20k.

Fig 1-3. T he stringy collagen increases in both sizes of the endothe- 3
liocyte. The fibres present row X 20.
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Pharmacological Effects of Shuangshen Rougan Keli on Experimental

Hepatic Cirrhosis in Rats

PENG Tian-Ji, JIANG Yong—Pei1
Dongguan Hospital of Traditional Chinese Medicine, Dongguan 523000 ; 'No. 4 Military
Medical University, Xian 710032

Abstract Shuangshen Rougan Keli (SS) could effectively blocked the formation of hepatic cirthosis in rats
induced by complex pathogenic causes. Both the two treating groups could restore enzyme activity level. The
content of -G T, SGPT and SGOT in serum decreased from 345 =95 nmol/s to 200 =21 nmol/s. It could en-
hance collagen excretion and inhibit fibrin proliferation. Hydroxyproline excretion increased in urine, and de-
creased in hepatic and decreased in serum. In addition, SS could also clear the storage of trigly ceride in the
liver. Lower MDA and elevate the activity of SOD. It is suggested that SS has marked effects on enhancing
the restoration of damaged hepatic histocytes, on retarding hepatic adipogenesis and necrosis, and on inter-

rupting the derelopment of chronic hepatic cirrhosis.
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