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Tab 1 Weight and relative weight of spleen | .3 ’ R . | ’
and liver (xt s,n= 20)
Group n W eight (g) Spleen relative weght Liver reltive weght ’ 7 7
20 33 55t 359 0.56t 0.15 4. 70t 0. 36 2.3.2
B 20 33985294 0 99t 0 18 6. 85 0.8 HE VG 3
C 20 34155220 0 74k 0 2 5.64t 0.87" Ridti .3 B,
D 20 35 64t 2 10 0. 76t 0. 17°* 5.57 0.76* ; , ,
E 20 3507t 1.90 0. 78t 0. 16~ 5.68t 0.73> B .3
A P <0.0500: P <0.0lvs A* : P <0.05vs B 3 (xt s,n= 20)
Tab 3 Measurement of liver fibrosis in different
2 (%t s.n= 20)

groups of mice(xt s,n= 20)
Tab 2 Changes of liver function in different groups

of mice(xt s, n= 20)

B C D E

Liver fibrosis

Group Total protein(®s/g 1= 1)  Albumin(PB/g I- 1) ALT(TU) ( Point) L 96 106 1 125 0.76 1.3H 0.84 1.42£0.77
A 6. 295 14 6 37.2k 2.8 80. 4 17. 6
B 65. 31 13.4 3.4k 5.6 201 8= 78.5°° F]i\f”‘)kﬁa?t 094+ 8 47 3 76- 2 86 4.63- 3.06 4.88 3. 56
C 66. 46E 15. 1 36.3 2.7 142. 7 40, 4 (Number)
D 6. 765 13.7 36.H 2.5 130, 45 42, 8 * . P <0.05vs B
E 65,365 12.9 4.6 2.7 145. 3+ 38, 90w
A: P <0.05/\: P <0.0lvs A;* : P <0.05vs B 2.4 J&# b & LPO. SOD GSH# % L % 4

4 LPO SOD GSH (xt s,n= 20)

Tab 4 Concentrations of LPO, SOD and GSH in serum and liver homogenate in different groups of mice(xt s,n= 20)

Serum Homogenate
LPO(Cg/nmol mk 1) SOD(u /ml) GSH(Pg/mg ml-!') LPO(nmol/mg protein) SOD(u/mg protein) GSH(mg protein)
A 5. 12£ 0. 47 22.5k 2 44 55 4F 2. 43 3.32£ 0.4 23,88 2 1 4.05E 0.21
B 8. 76 0. 7% 12. 75 2 70°° 40. 00F 2 65 7. 16E 0. 8™ 12 8 2 174 2.28F 0.56°
C 7. 89t 0. 52 13.20F 3. 814 43. 63t 4. 25" 6.3 0. 562 13. 88 3. 7P 3. 45k 0.434F
D 6. 425 0. 641+ 19. 38F 4 21 48 52+ 3 671 4,72k 0. 361 20, 43+ 4 250k 3. 89k 0.54F
E 6. 74+ 0. 71 18. 83+ 3. 9¢°L* 46, 67+ 3, 4204 4.89t 0. 56 19. 39+ 3 59°LF 3.59t 0. 48
A P <0.0500: P <0.0lvs A;* : P <0.05% : P <Q0lvs BL]: P <0.05vs C
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Tab 5 Concentrations of PAll and HA in serum in different groups of mice(¥t s.n= 20)

A B C D E
1956. 88+ 201. 7¥4 1459, 7= 174 8%*

pdIl (u/L) 1181.25- 106. 87 1368. G 184. 57> 1485. 46E 163. 4% *

HAPB/mg 1-1) 1411. 32+ 158. 02 2339, 64 209. 832 1641.24F 149. 64 1761 355 151 36%*  1814.28F 170. 31"

AN P <0.0500: P <0.0lvs A** : P <0 0lvs B
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Preventive effects of Ganjiesan on hepatic fibrosis induced by carbon te-

trachloride in mice
Yang Guohan, Dai Yuguang, Tan Xiaoming (Department of Traditional Chinese M edicine, Daping Hospital, Third Mili-
tary Medical University, Chongqing, 400042)

Abstract Objective: To investigate the preventive effects of Ganjiesan (G JS) on hepatic fibrosis in—
duced by carbon tetrachlonde ( CClL). Methods: After the hepatic fibrosis was induced by CCl in mice, the
hepatic morphology and function were observed and the levels of procollagenIll ( PCIIl ), hyaturonic acid
(HA) , glutathione ( GSH), lipid peroxides ( LPOs) and superoxide dismutase (SOD) in the plasma were de-
termined. Results: In the mice without oral administration of GJS, collagen synthesis was increased while
hepatic function was impaired. M eanw hile, plasma levels of PCIITand LPOs were increased wh ereas those of
SOD and GSH decreased- In the mice with oral administration of GJS, collagen synthesis and deposition were
inhibited, the hepatic function appeared normal and the plasma levels of the above— mentioned biochemical
parameters gradually normalized. The effects of GJS paralleled with those of colchicine. Conclusion: GJScan
exert significant preventive effects of hepatic fibrosis induced by CCl in mice, which might be due to its pro—
moting the removal of free radicals and decreasing the synthesis and accumulation of PAIl and HA.
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