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Mechanisms and treatment progress of hepatogenous diabetes
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Abstract: Hepatogenous diabetes is regared as the secondary diabetes due to the damage of liver cells and
liver fibrosis, it is characterized by the syndrome of high blood sugar, growth hormone, insulin-like growth
factor, free fatty acid and cytokines. As the rising incidence of hepatogenous diabetes in recent years, more
and more studies have begun to reveal its close relationship with the pathogenesis of insulin resistance

and destruction of pancreatic cells due to the hepatitis. This article will review the latest incidence of the

mechanisms and treatment progress of hepatogenous diabetes.
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1 & wHLE
1.1 B ZMITEODA R EH A2 5 RS R
U AT i A 50 4k 93 05 1 EE L SR IR Y AR ML IE AR
BPIRE T, M H150%~80% K& 2 (insulin, INS) 7£
JFF U P e K, 2299 28 R 3R T T U 5 SO 4 i 4 4
B, SE 40 ML H b BUR Thie 2400 5 S0E R IE K
TEI RS AR K, MEP RS RS EMN I R
MAELE IS R, IV R 4 B S 2 T I i IR
283 JHF AR 3 T L N LY A0 A H A, ) AR A I 3 R
FEET . H5 A R LA 7 55 20 23 2 i
JBE By AR, R TR, JRBRFIHRRBEAC, AN
SIS EALHT Ginsulin resistance, IR) . KimZEVHF 5%
SR FFUR PR BE PR 5 B R 2/ IBE (2-hour postprandial
blood glucose, PP2h) . ZFHEIMHE (fasting plasma glucose,
FPG) JIRFREI 35 = T HAB2BHE IR (type 2 diabetes
mellitus, T2DM) H#&.
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alcoholic fatty liver disease, NAFLD) B{3FiB k14 i 5 14 AT %4
(nonalcoholic steatohepatitis, NASH) JEf{i4E&MENIR
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BN, SIS BT A A JRE SN, e e R SRR
RAEGHIL S AR T, B AFE R T (tumor necrosis
factor a, TNF-a) ", Cx M (C-reactive protein,
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AU I 4% HIAE6.0~9.0 mmol/L, 4 J& 2 /N B 4% il 42
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