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[ Abstract ]| Objective To study the effect of Danshensu on the expressions of signal transducer and activator of
transcription 1 (STAT1), peroxiome proliferators-activated receptor-y (PPAR-y) and hepatocyte growth factor (HGF) in
streptozotocin-induced diabetic mice, and to assess its protective effect on the liver of mice. Methods Diabetic mice were
induced by intraperitoneal injection of 500 mg streptozotocin (200 mg/kg). Then the diabetic mice were randomly divided into
four groups: diabetic model group, low-dose Danshensu (15 mg/kg ) group, middle-dose Danshensu (30 mg/kg) group and
high-dose Danshensu (60 mg/kg) group,with 10 mice in each group. Danshensu (sodium salt of Danshensu) was administered
intragastrically once a day for 12 weeks. Ten normal mice were taken as controls. The fasting blood glucose, insulin and
glycosylated hemoglobin (GHb) levels were examined at 12 h after the last administration of the drug. The aspartate
transaminade( AST) and alanine transaminade (ALT) levels in sera drawn from inner canthus were determined by automatic
biochemical analyser. Western blotting analysis was used to examine the expression of STAT1,PPARY and HGF in the liver
tissues. Results (1) Compared with control group, the diabetic model group and Danshensu groups had significantly higher

blood glucose and GHb levels (P<C0. 01) and significantly lower insulin level (P<C0. 01). There were no significant differences
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between the three Danshensu groups concerning the three parameters. (2) The levels of AST and ALT in diabetic model group
were significantly higher than those in the control group (P <C0. 05); their levels in the three Danshensu groups were
significantly lower than those of the diabetic model group (P <C0. 05); there were no significant differences among the three
Danshensu groups. (3) The expression of STAT1 in diabetic model group was significantly higher and the expression of PPARY
and HGF was significantly lower than those in control group (P<C0. 01). Compared with the diabetic model group, PPARY and
HGF expression in the liver tissues was significantly increased and STATI1 expression was significantly decreased in a dose-
dependent manner with Danshensu (P <C 0. 01). Conclusion The protective effect of Danshensu on liver tissues in
streptozotocin-induced diabetic mice might be associated with increase of PPARY and HGF expression and decrease of STAT1
expression.
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Fig 1 Pathological features of liver tissues in each group

A Control group; B: Diabetic model group; C: Danshensu group. H-E staining. Original magnification: X100
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Tab 1 Effect of Danshensu on blood glucose, insulin and glycosylated hemoglobin in diabetic mice
n=10, x=*s
Group Blood glucoie Insulin B GHb - AST - ALT B
cp/(mmol « L™1) o/ (pg + ml™1) cp/(pmol » ml™1) 2/ (U L7 2/ (U« L7 H
Control 7.1+£0.6 906.5456.0 689.9+89. 1 42,.4046.78 43.0044.90
Diabetic model 21.3+3.3** 566.8485. 7" 1077.3£166.4" 79.0049. 20 61.5049. 15"
Danshensu
15 mg « kg™! 20.84+3.5% " 572.14+83.4%* 1063.4+£127.4% 52.33+8.24" 4 51.33+8.55"4
30 mg * kg™! 21.742.4" 569.2487.9" 1 030.54+156.5" * 51.2047.25"4 54.40+8.79* 4
60 mg * kg™ ! 21.24+3.0% 576.84+67.1" " 1056.9£129.4" 50.34+8. 144 52.3347.42%4

GHb: Glycosylated hemoglobin; AST:. Aspartate transaminase; ALT:

A P<<0. 05 vs diabetic model group

Alanine aminotransferase. * P<C0. 05, ** P<C0. 01 vs control group;
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Fig 2 Expression of STAT1, PPARY and HGF
protein in mouse liver tissues of each group
** P<C0. 01 vs control group; &4 P<C0. 01 vs diabetic model group.
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