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Comparison of the Efficacy between Berberine and Rosiglitazone
in Non-alcoholic Steatohepatitis Rats Induced by High Fat Fiet*
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ABSTRACT Objective: The study was to compare the efficacy of berberine and rosiglitazone in the treatment of non-alcoholic
steatohepatitis (NASH) rats induced by high fat diet, so as to investigate the possibility of substituting rosiglitazone. Methods: 40 Male
SD rats were randomly divided into 4 groups (10 rats per group), i.e. the normal group (fed with normal diet), the NASH model group
(fed with high fat diet), Rosiglitazone treatment group (20 mg/Kg body weight) and berberine treatment group (100 mg/Kg body weight).
Drugs were adopted in the preventive intervention method for 8 weeks. The hepatic histopathology method was adopted to evaluate the
drug therapeutic effect. The serum levels of cholesterol (CHO), triglyceride (TG), high density lipoprotein (HDL), low density lipoprotein
(LDL), fasting plasma glucose (FPG), and fasting insulin (FINS) were examined with biochemical method. And then, HOMA-IR was
calculated to show insulin resistance. And PPAR-y expression on hepatic tissue was detected by immunohistochemistry method. Results:
The results showed berberine and rosiglitazone could improve the degree of hepatic histopathology. Furthermore, both drugs can improve
insulin resistance, and up-regulate the level of PPAR-y on hepatic tissue. Conclusion: Berberine and rosiglitazone could alleviate the
pathological process in high fat diet induced NASH model possibly through improving insulin resistance, up regulating PPAR-y
expression. The results suggest that berberine is expected to be developed into a natural drug with insulin sensitization effect.
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Fig.1 The result of pathology in SD rat liver tissue(x 100)
H:A-D: AU HE $8; a-d: iEY1 R O & ; E B hEB A R A EIRER

Note: A-D:HE-stained in the parafin section; a-d: Oil red O-stained in the frozen section. There is inflammatory lesions in the circle of Fig.B.
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Table 1 The content of CHO, TG, LDL, HDL in the SD rat serum(X + S, n=10)

2B 51|(Group) CHO(mmol/L) TG(mmol/L) LDL( mmol/L) HDL(mmol/L)
IE % £H(The normal group) 1.68% 0.19 0.56x 0.04 0.16x 0.02 1.41£ 0.13
#& E 2 (The model group) 2.81% 0.79** 1.65% 0.02** 0.81+ 0.42* 0.96% 0.02*
T &SR
1.77 0.01# 0.58% 0.02## 0.60% 0.14 1.11£ 0.16
(The rosiglitazone group)
/NEEFR(The berberine group) 2.07 0.22# 0.56x 0.05## 0.54% 0.38 1.08% 0.26

o SEAALER,P<0.05;** RETAMALE,P<0.01;# SEEAELLE, P<0.05;## SIEBIALLE, P<0.01,

Note: * represent compared with the normal group of rat, P<0.05; ** represent compared with the normal group of rat, P<0.01;

# represent compared with the normal group of rat, P<0.05; ## represent compared with the normal group of rat, P<0.01.
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Table 2 The content of FPG, FINS, HOMA-IR in the SD rat serum(X £ S, n=10)

2B 51(Group) FPG(mmol/L) FINS(mIU/L) HOMA-IR

IE % £H(The normal group) 3.51% 0.67 16.67t 4.00 2.56x 0.50

IE % £H(The normal group) 3.51% 0.67 17.09% 2.40 3.72+ 2.18*

% 1& 51 BRl(The rosiglitazone group) 2.24% 1.17# 12.74% 2.49 1.20% 0.53#
/INEERF(The rosiglitazone group) 2.09+ 0.68# 15.77+ 3.02 1.53% 0.75#

i 5EAALE, P<0.05;# SRBALLE,P<0.05,

Note: *: Compared with the normal group of rat, P<0.05; #: compared with the normal group of rat, P<0.05.
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Fig.2 Immunohistochemical Result of PPAR-y in rat liver tissue, X 400
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