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Chronic inflammation aggravates hepatic glucose metabolism disorder

in obese mice
Luo Xuan,Tan Wei,Liv Jun,Du Linmin,Chen Yaxi,Ruan Xiongzhong,Y ang Ping
(Chongqing Key Laboratory of Lipid and Glucose Metabolism ,Chongging Medical University)
[ Abstract JObjective . To investigate whether inflammation plays a role in accelerating glucose metabolism disorder in obese mice and
whether the mechanism is regulated by liver gluconeogenesis. Methods : The C57BL/6] mice were randomly divided into normal chaw
diet group, high fat diet group,high fat diet with chronic inflammation group(high fat diet with casein injection group). The macrophage
infiltration in the liver was detected by F4/80 staining. The mRNA relative expression levels of Mcpl, G-6—pase and Pepck were ex—

amined using real-time quantitative PCR. The liver glycogen content was detected qualitatively by Periodic acid—Schiff staining and

. quantitatively by anthrone—sulfuric acid method. The FoxO1 and
{EENB: ¥ 7 ,Email;1510079138@qq.com,
CERZN T VTN TET Y T XY
HIEEE: 4 #, Email;yp_apple@yeah.net,
ESWE: BE 4 AHF AL FBH A (%5 .81400786); £ K T H £
E Ak BT R R KB B (4% cste2015jeyjA10001),

" Akt protein levels were analyzed by Western blot. Results :
Casein injection induced obvious liver inflammation in high fat
diet—fed mice (P=0.000). The fasting blood glucose levels and
the area under the insulin tolerance curve were higher in the
casein~injected mice (P=0.040,P=0.025). The liver glycogen
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content and the gluconeogenesis related gene G-6-pase and

 Pepck expression were also increased significantly (P=0.001, P=
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0.001) ,while the phosphorylation of Akt and FoxO1 in the liver decreased obviously (P=0.021,P=0.003) after casein injection. High

fat diet alone resulted in higher expression of gluconeogenesis genes(G—6—pase,Pepck ), while the blood glucose levels maintained in

the normal range. Conclusion ; Chronic inflammation can exacerbate glucose metabolism disorder in obese mice fed with high fat diet,

resulting in hyperglycemia. It suggests that chronic inflammation may increase the risk of obese patients developing into type 2 dia—

betes, which provides clinical implications for the obese patients to prevent type 2 diabetes.
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Tab.1 Primer sequences for real-time PCR

HE 514 :
iF &% .5’ ~ATTGGGATCATCTTGCTGGT-3"

Mcpl
P X5 5° —~CCTGCTGTICACAGTTGCC-3°
1E X 4%5.5"~ATCTCCTTTGGAAGCGGATATG-3’
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Fig.1 F4/80 staining of the liver tissue(400 x ) and comparison of
mRNA levels of inflamation marker Mcp1 among each group
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Fig.2 Comparison of fasting blood glucose and insulin tolerance
curve and areas under curve among each group
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Fig.3 PAS staining of the liver tissue and comparison
of liver glycogen and PEPCK and G-6pase mRNA

levels among each group
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Fig.4 Comparison of Akt and Foxo1 phospharylated protein
expression levels among each group
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