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Curative Effect on the Treatment of 53 Cases of Non-alcoholic Fatty Liver

with the Self-prescribed Jianpihuashitang Decoction
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ABSTRACT Objective: To observe the efficacy of Self-prescribed Jianpihuashitang Decoction on Spleen Deficiency, and Damp Re-
tention of Non-alcoholic Fatty Liver. Methods: 106 cases of spleen deficiency with damp retention of non-alcoholic fatty liver were alloca
ted equally to group treated with self-prescribed Jianpihuashitang Decoction , and the control group, each group had 53 cases. Two groups
were all on the basis of abstinence from alcohol, adherence to a diet and increase of physical activity. Treatment group was given self-presc-
ribed Jianpihuashi Decoction, the control group was given polyene phosphatdyl choline capsules. After 3 months of treatment. Results: The
symptoms and efficacy of two groups of patients were compared, the effect of the treatment group significantly surpasses the control group
(P<0.01). The liver function before and after treatment were compared, the effect of the treatment group significantly surpasses the control
group (P<0.05). The lipid changes before and after treatment were compared, the effect of the treatment group signific- antly surpasses the
control group( P<0.05). The CT findings before and after treatment were compared, the effect of the treatment group significantly surpasses
the control group (P<0.05). Conclusion: Self-prescribed Jianpihuashi Decoction shows significant effects on spleen deficiency with damp
retention of non-alcoholic fatty liver treatment.
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Table 1 Comparison of the symptoms of Two Groups of patients [Cases % ]
Group n Clinically cured Significant effect With effect No effect Effective rate
Treatment group 53 15 25 7 6 47 88.68 **
Control group 53 9 12 14 18 35 66.04
Note: **P<0.01 Comparison with control group.
2 (Xt S UL)
Table 2 The comparison of liver function before and after treatment of two groups (X+ S U/L)
Group ALT AST GGT
Treatment group Before Treatment 53.86% 34.75 34.59+ 19.72 64.11% 21.15
(n=153) After Treatment 36.56x 15.24* 27.03+ 8.08%* 4521+ 19.42%
Control group Before Treatment 55.50 + 35.71 37.06+ 18.31 63.23+ 2091
(n=153) After Treatment 45.69 £ 21.72 31.67% 9.96 52.20% 18.51

Note *P<0.05 Comparison with control group before and after treatment.
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Table 3 The comparison of lipids before and after treatment of two groups(X+ S mmol/L)

Group TC TG HDLC
Treatment group Before Treatment 4.60 + 0.71 2.02+ 0.92 0.88 = 0.16
(n=53) After Treatment 395+ 0.77 1.49 + 0.87* 0.90 = 0.23
Control group Before Treatment 453+ 1.12 231+ 0.96 0.90 £ 0.24
(n=353) After Treatment 425+ 1.06 2.06 £ 0.95 091 £ 0.36

Note: *P<0.05 Comparison with control group before and after treatment.

4 CT

(Xt S)

Table 4 The comparison of CT exam before and after treatment of two groups (Xx S)

Group Liver CT value(Hu) Spleen CT value(Hu) CT ratio of liver and spleen
Treatment group Before Treatment 37.51+ 13.26 5142+ 331 0.71 £ 0.24
(n=153) After Treatment 4545+ 8.76* 5144+ 3.10 0.90 + 0.13*
Control group Before Treatment 37.05+ 11.24 51.02 + 2.67 0.72+ 0.23
(n=153) After Treatment 40.24 £ 11.58 51.10+ 2.78 0.78 + 0.21
Note: *P<0.05 Comparison with control group before and after treatment.
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