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The Clinical Study of
Ja-Wei-Ge-Xia-Zhu-Yu-Tang in Liver
Cirrhosis

Shung-Te Kao
China Medical University

ABSTRACT

To observe the therapeutic effect of Ja-Wei-Ge-Xia-Zhu-Yu-Tang on human
liver cirrhosis associated with viral hepatitis. There is a clinical need for
noninvasive measurement of liver fibrosis both to diagnonis significantly liver
fibrosis and to monitor the effects of therapy on fibrogensis and fibrolysis, serum
markers include extracellular matrix protein such as procollagen I ~ collagen
IV ~ hyaluronan ~ laminin ~ metalloproteinase and their inhibitors. Use of multiple
markers has led to 90% sensitinity in diagnosis cirrhosis,but specificity is variable
at about 60%. Automated systems to measure these markers are being evaluated for
their ability to monitor fibrosis during and after therapy in multiple liver disease.

Ja-Wei-Ge-Xia-Zhu-Yu-Tang (JWGXZYT), a Chinese traditional medicine, is
a famous prescription to treat liver cirrhocis. In this study, we will evaluate the
therapeutic effect of JIWGXZYT, 12g/day for 24wks, in liver cirrhosis via (1) portal
vein and spleen vein hemodynamic (2) liver synthetic capacity : albumin (3)
coagulation tests : prothrombin time (PT) ~ platelet count ~ activated partial
thromboplastin time (APTT) (4) liver biochemical test : alanine amino transferase
(ALT) ~ asparate amino transferase (AST) ~ gamma glutamyl transpeptidase (y-GT)
and total bilirubin (5) endogenous biochemical tests: hemoglobin (Hb) and gamma
globulin. There are 33 patients involved in this clinical trial, The result show
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JWGXZYT does not affect the above markets exccept significantly increase the
total count of blood red blood cell (RBC) on the patient of postnecrotic liver
cirrhosis, The precise mechanism of action of IWGXZYT in liver cirrhosis remains

to be elucidated.
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£ (autocrine factor) > #r4 s jimd et £ F|F 2 L £ A %‘r j\%c M o
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7B R JRZE JRE- &8 | JRE-L Y PRE- 1w i)
Pk |HRe| P | HRE | F%e | HRE | Fke | HRE
AST(IU/L) 67.9 7.8 77 69 88.71 | 752 | 7586 | 75.4

: : : : 1 : : :
138 | 14.5 | 25.06 | 10.7 | 34.8 | 14.12 | 2045 | 1142

70.14 | 82.5 | 7829 | 759 | 88.86 | 77.7 | 78.57 | 76.4
ALT(IU/L) t t t t t s t t
14.77 | 19.63 | 19.10 | 16.81 | 21.07 | 19.99 | 17.22 | 15.84
72.86 | 759 | 7143 | 785 | 72.71 | 77.5 79 76.2
ALK-P(IU/L) t t t s t s s s
8.53 6.86 | 6.80 8.31 8.16 8.84 6.09 8.92
36.14 | 58.9 | 35.14 | 585 | 36.86 | 57.5 | 37.43 | 54.8
Y-GT(IU/L) t t t s t * t t
11.19 | 2091 | 9.14 | 2090 | 9.19 | 2443 | 11.39 | 20.10
1.34 146 | 1.26 1.60 1.39 1.64 1.23 1.31
Bil-T(mg/dL) + t t t t t t t
0.19 | 0.15 | 0.21 0.13 0.21 0.18 0.27 | 0.15
0.27 0.3 0.23 0.32 0.26 0.37 0.22 | 0.31
Bil-D(mg/dL) + + t t t t t t
0.04 | 0.04 | 0.53 0.05 0.05 0.09 0.06 | 0.06
3.89 | 3.63 | 3.79 3.55 3.89 3.66 3.86 3.59
Albumin(g/dL) t t t t t s t t
0.21 0.14 | 0.19 0.14 0.18 0.16 0.17 | 0.16
349 | 3.54 | 3.39 3.53 3.2 3.48 3.29 3.28
Globulin(g/dL) T T * * * * s s
042 | 021 | 034 | 0.22 0.42 0.19 042 | 0.26
1.20 1.08 | 1.19 1.06 1.34 1.10 1.28 1.19
A/G t t t * t s t t
0.14 0.11 | 0.13 0.09 0.17 0.10 0.15 0.14

B + AST § 2 e PR#& s 2 3 8+9.60 IU/L » 4} P % *% 1 2.6113.48
IUL s eFralfxrLd o 7 T ALT 9 2% &2 PR%E s 2 § 8.43+13.43
IU/L> 4P 2" M 6.1+1684TU/L & e BT @ g ¥ 4L £ ;& ‘}%‘ ALK-P

PHEPRELLF 6.14+3.89IU/L > ¥R 22 5 0.3+421U/L > & & F
TARFLR 8 ‘)%‘ v-GT § % PR (s 2§ 1.29+4.16 IU/L > ¥4/ =
M 414327U/L 3 R T sl F AR o ‘}?" total bilirubin § 2% %

% 0.11+0.16mg/dL > ¥+ P& "% < 0.15+£0.13mg/dL > = % fF 1
A B ;i direct bilirubin ¥ & ‘e PR # {5 *% < 0.05£0.03mg/dL -
2% 0.01+0.02mg/dL > & 2 F T @ g F L B ‘)ﬁ-é 0 F 5%
fs '% 14 0.03£0.09g/dL > ¥+ P& &% i< 0.440.07g/dL > & £ ¥ &
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MELR L IR F R ERE S K 0.240.08g/dL o $HR T X
0.2620.13g/dL > gﬁ&zm&pﬁfiﬂ P A/G B S e PRE S
% 0.080.05 > $tpe= F 0.1130.05 > 3 M ¥ R F LB -

= ~ m ;& prothrombin time (PT) - activated partial
thromboplastin time (APTT) ~INR 2 g

o R s RENRY | REL Y [JRE- Lw B
e R |Fhe | HRE | 5%y | HRe |52 | HRE
PT 13.49 13.59 | 13.70 13.46 13.70 13.46 13.29 13.69

: : : 1 £ : : :
070 | 045 | 073 | 053 | 073 | 053 | 047 | 0.64

30.16 | 3039 | 31.33 | 30.6 | 3133 | 30.6 31.9 | 30.97
APTT s t t t t s t s

1.17 0.96 1.16 1.44 1.16 1.44 0.98 1.44

1.27 1.23 1.20 1.18 1.20 1.18 1.17 1.21
INR * t t s s s t s

0.07 0.04 | 0.06 0.05 0.05 0.05 0.04 0.05

& 37 PT § 5 ' JREF 157 14 024047 R 2= 3 0.120.38 5 3 2
F*Tﬁ&wiﬂ 5 APTT 95k wIRE (52 8 1.74+0.66 » ¥ &

B 0584121 3 w Y @l F LR ; &k INR F 0 /RE LS
0.110.05 ¥R 5 4 0.0240.03 0 B BFF T AAEEF LB o

NEFRER s B IR L N R

. e R IR % JREL - 5 JRE- 1w b Y

f* # 7% (m/sec) Foe HE2| ke | #Re | §X%e | e
0.129 0.123 0.112 0.112 0.126 0.106

: : : : : :
0.006 | 0.009 | 0.008 | 0.009 | 0.007 | 0.007
%4 5% (m/sec) 0.130 | 0.130 | 0.136 | 0.133 | 0139 | 0.118
: : : : : :

0.010 0.005 0.011 0.007 0.011 0.008

P9 o R i F Bk PR 2150 11 0.003+£0.009m/sec 0 ¥ PR w2 '
% 0.018+0.007m/sec > & w ¥ & &g ¥ £ R A RN F sk EIR
ejé% 2l & 0.009+0.01m/sec » P8 &% X 0.012+0.01m/sec » & ¥ & &
AR o
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