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Abstract

The effect and safety of Syd-saiko-td (Xiao-Chai-Hu-Tang) and Keisi-bukuryd-gan
(Gui-Zhi-Fu-Ling-Wang) were studied in patients with chronic liver diseases. All patients
were diagnosed by laparoscopic liver biopsy. There were 11 cases of chronic persistent
hepatitis (CPH), 21 cases of chronic active hepatitis (CAH) and 12 cases of liver cirrhosis
with active inflammation (LC). Patients were followed in out patient clinic and recieved 2.5g
of Syd-saiko-td and 2.5g of Keisi-bukurys-gan, three times a day for more than 12 months.
Blood chemistry were examined every month in all patients. Eight patients were examined
for HBeAg/antiHBeAb system every 3 to 6 months by radioimmuno assay. In 5 patients,
liver biopsies were done before and after treatment.

Subjective symptoms were improved in almost all patients. Objective findings were im-
proved in about half patients. The levels of serum GOT, GPT and y-GTP in CAH and those
of serum GPT in LC were significantly decreased. TTT and ZTT were significantly increased
in CPH and CAH but amount of y-globulin was remained unchange. There were no changes
in LDH, AIP, T. Bil, T. Chol, ChE and albumin. The decrease of serum GPT in patients HBsAg
positive CAH were greater than in HBsAg negative CAH. HBeAg disappeared in 4 out of 8
patients and seroconversion from HBeAg to anti-HBeAb occured in 3 out of 4 patients.
Seroconversion from HBsAg to anti-HBsAb occured only in one out of 11 HBsAg positive
patients. Repeated liver biopsies showed no definit histological resolusion. Side effects were
not observed.

These results suggest that combination therapy of Sy6 saiko- t6 and Keisi-bukuryd-gan
are effective in the patients for chronic liver diseaes.
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Fig. 1 Changes in serum GPT levels.
mean+SD, n; patient’s number, O-—-OCPH,
®—©®CAH, a---alLC, *xP<0.05, % P<0.01.
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Fig. 2 Changes in serum GOT levels.
mean+SD, n; patient’s number, O-—--OCPH,
o—oCAH, a--alC, %P<0.05.
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Fig. 3 Changes in serum y-GTP levels.
mean+SD, n; patient’s number, O-—OCPH.
o—oCAH, a--alLC, xP<0.05.
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Fig. 4 Changes in TTT.
mean+SD, n; patient’s number, O--OCPH,

o —oCAH, a---aLC, xP<0.05 xxP<0.01.
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Fig. 5 Comparison of percent changes from initial
GPT values in chronic active hepatitis with HBsAg
and without HBsAg.
mean+SD. n; patient’s number. &—® HBsAg
positive, O---O HBsAg negative, % P<0.02.
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Syo-saiko-td 7.5¢
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Fig. 6 Clinical course of a case, 35 years old, male
with chronic active hapatitis.
Seroconversion from HBeAg to anti-HBeAb was
observed. O---O: GPT., e—e:GOT
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Fig. 7 Clinical course of a case, 51 years old, male
with chronic active hapatitis.
Seroconversion from HBsAg to anti-HBsAb was

observed.
*JAHA, **%RIA (x200) 0---0: GPT, &—e:GOT
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Fig. 8 Liver biopsy in case TH (HE stain, X33).
There are massive infiltration of chronic in-
flammatory cells in the enlarged portal area. Necrosis
of perportal hepatocytes is noted.

Table II Comparison of histological findings.
Histology
Case age sex First Second * * ok
KW 52 M CPHY CPH 20M| 14M
TE 3% M CPH CPH 23 22
RN 47 F CPH CAH 38 33
KH 3 M CAH? pPC®» 18 14
FT 50 M CAH CAH 23 23

1) CPH; chronic persistent hepatitis, 2) CAH;
chronic active hepatitis, 3) PC; pre-cirrhosis
«interval between first and second liver biopsies.
++duration of administration.
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Fig. 9 Liver biopsy in case KH before Kanpoh treat-
ment (HE stain, X13).

Massive infiltration of chronic inflammatory
cells extends from the enlarged portal area to pa-
renchyma, associated with fibrosis. Piecemeal necro-
sis and severe hepatocytes necrosis are noted.

Fig. 10 Liver biopsy in case KH after Kanpoh treat-
ment (HE stain, X13).

There are some regenerative nodules which are
separated by thick fibrous bundles associated with
mild infiltration of chronic inflammatory cells.
There is no piecemeal necrosis.
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