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[ Abstract]  Objective To discuss the mechanism of Yigi Yangyin formula on regulating the
disorder of liver glucose metabolism in type2 diabetes model rats. Methods Healthy male SD rats were
randomly divided into normal group( group 1, 10 rats) and model group(45 rats). The normal group were
given basic diet; the model group was given high-fat and high-sugar diet. At the 6th week of experiment,
the model group were intraperitoneal injection with 30 mg/kg STZ, and then randomly divided into model
group (group 2), TCM group ( group 3) and western medicine group ( group 4), 10 rats in each group.
Group 3 were given the Yigi Yangyin formula[ 4. 80 ¢/ (kg + d) ], and group 4 were given pioglitazone

hydrochloride [ 1.35 g/(kg + d) ], the normal group and model group were given the same amount of
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distilled water, the treatment was lasted for two weeks. The indicators associated with the deficiency of both
qi and yin, hepatic insulin resistance and liver glucose metabolism on type 2 diabetes wer observed.
Results Compared with group 1, FPG, Fins, IRI, blood ¢cGMP, liver PEPCK, G-6-P, GSK-3 of group 2
were significantly increased (P<0.01) ; the cAMP, cAMP/cGMP and Na®-K*—ATPase in blood, the liver
InsR,IRS-2 and glycogen content was significantly decreased (P<0. 05, P<0.01). Compared with the
group 2, the FPG, IRI in blood and PEPCK, GSK-3 in liver of group 3 and group 4 were significantly
decreased (P<0.05 or P<0.01) ; the Fins, ¢cGMP in blood and G-6-P in liver of group 3 was decreased,
but the level of cAMP , cAMP / ¢cGMP and Na®—K"-ATPase in blood, IRS-1, glycogen in liver were sig-
nificantly increased (P<0. 05, P<0.01); Compared with group 4, the cGMP was decreased, but the
cAMP, cAMP/cGMP and Na® — K* — ATPase were increased (P <0. 05, P<0.01) of the group3.
Conclusion The Yigi Yangyin formula can regulate the disorder of liver glucose metabolism in type 2

diabetes model rats, the mechanism is to regulate both the insulin receptors and the enzymes related to

glucose metabolism.
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