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ABSTRACT Objective To observe the effect of Dangua Recipe (DR) on adiponectin receptor 2
(AdipoR2) expression in liver of apolipoprotein E knockout ( ApoE ') diabetic mice. Methods  Eight-
week-old ApoE '~ mice were randomly divided into the model control group, the DR group, the pioglitazone
group, and the combined treatment group. Besides, a C57 group was set up consisting of same age C57BL/
6J mice. Streptozotocin (STZ) was injected to ApoE '~ mice in the four groups to induce diabetic model,
and they were intervened by corresponding drugs. After 12 weeks the effect of DF on glucose-lipid metabo-
lism was observed. mRNA and protein expressions of AdipoR2 in liver were detected. Histomorphological
changes of the liver were observed by hematoxylin-eosin (HE) staining, red O fat dyeing, and Masson
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staining, respectively. Results

Contents of fasting blood glucose (FBG), total cholesterol (TC), and

low-density lipoprotein cholesterol (LDL-C) were reduced more significantly in the DR group than in the
model group. DR could promote liver expression of AdipoR2 mRNA and protein expressions in ApoE ~'~
mice, which was significantly higher than that of the model group (P <0.01), and better than that of pio-

glitazone (P <0.05, P <0.01).DR could improve ectopic fat deposition and fibrosis of liver cells in diabet-
ic ApoE '~ mice significantly , which was better than that of the pioglitazone group and the combined treat-

ment group. Conclusion

DR could significantly improve liver lipid metabolism, and reduce liver fat depo-

sition and fibrosis, which might possibly be associated with promoting AdipoR2 expression in liver.
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31 (D&B) ; ReverAid First Strand cDNA Syn-
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B — 7 i3 b m4E . A5 2B, FFR Dy
AEM% 8 FRA% STZ 15T BB IR AT ApoE ™'~ /N
PR AR, EL AT — 2 A 4 ol LB 9 4 L 5 sl R
FEHVERIE ST AH 2 . SR, 2 AU DR G B 1 I A 1% v
Hb I H AR R A SR, R PR WD ARG
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