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(EZE) B8 WEHEMA ST M 2 B R (ype 2 diabetes mellitus, T2DM) MKR /b § J7 3% # 65 & & 2 (uncoupling pro-
tein 2, UCP2) AMP 7 {t.7 & # B (AMP-activated protein kinase, AMPK)# 1k J fi% & i 4% % # ik —1 (glucagon like peptide-1, GLP-1)
b B AT LA, R MKR D B AL A A 4 e g B i A SR S R B4, UL FVB ANE O B a4, T4 R
o WLE /N BB R R fEELISA 4 /N B % % % & 2 (insulin,INS) (GLP-1 A F ;RT—qPCR 4] /N 5. 45 J7 AMPK UCP2 mRNA A ;
Western blot 34l /)N 5L 45 7 PAAMPK o UCP2 & & %3k KT A S AFWENRE AL R ERSRFEREN T/, &R Ak
ABFE B F B4 A 4 R, A B PR R MKR /N B8y 2 B 8 A INS kP (P<0.01) 5 3 fiE 42 & dn v GLP-1 % % (P<0.01,
P<0.05); b3 /N B 45 B AMPK mRNA 1 P-AMPK « & (P<0.01), T3 UCP2 mRNA 12 & A& F (P<0.01), & & fn A% %1% & 7
EHHHVE L EMKRDNREMALRERS, i ARWMASFH T BN S UCP2 &3k ¥ F AMPK #y k35 (2 3t 78
GLP-1 &9 4k, & 4% 3657 T2DM B9 16 A .
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Effects of Baihu and Renshen Decoction on the Expression of UCP2, AMPK and
GLP-1 Secretion in Intestinal Tract of Type 2 Diabetic Mice
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(Abstract] Objective To observe the effects of Baihu and Renshen Decoction on the expression of uncoupling protein 2
(UCP2), 5—adenosine monophosphate activated protein kinase (AMPK) and the secretion of glucagon like peptide-1 (GLP-1) in type
2 diabetes mellitus (T2DM) MKR mice, and to explore its hypoglycemic mechanism. Methods MKR diabetic mice were randomly
assigned into a model group and a Baihu and Renshen Decoction low-dose and high—dose group. FVB mice were used as
control group. The glucose metabolism of the mice was observed after 4 weeks of Chinese materia medica intervention. The insulin
(INS) and GLP-1 levels in mice serum were detected by ELISA; The mRNA levels of AMPK and UCP2 in the colon of mice
were detected by RT—qPCR. Western blot was used to detect the expression levels of P~AMPK o and UCP2 protein in the colon

of mice. Morphological changes of colonic tissues and mucus quantity were observed histopathologically. Results Compared with
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the model group, the low and high dose groups of Baihu and Renshen Decoction could significantly reduce fasting blood glucose

and INS levels in MKR mice (P<0.01), increase serum GLP-1 concentration (P<0.01, P<0.05), up-regulate the mRNA level of colonic

AMPK in mice (P<0.01), and down-regulate UCP2 mRNA level (P<0.01). Meanwhile, it could up-regulate the protein expression

level of colonic P-AMPK « in mice (P<0.01), and down-regulate the protein expression level of UCP2 (P<0.01). In addition, low

and high dose groups of Baihu and Renshen Decoction could significantly improve colonic tissue morphology in MKR mice.

Conclusion Baihu and Renshen Decoction may promote the secretion of intestinal GLP-1 and treat T2DM by inhibiting the

expression of UCP2 and activating the expression of AMPK.

(Keywords] Baihu and Renshen Decoction; diabetes mellitus; intestinal tract; glucagon like peptide—1;uncoupling protein

2;5~adenosine monophosphate activated protein kinase
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