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Progress on insulin-like growth factor in liver cirrhosis
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Abstract: Liver cirrhosis is one of the most common chronic diseases in China, and the incidence of
complications is increasing year by year, which threatens human health seriously. Insulin-like growth factor
(IGF) can inhibit the activation of hepatic stellate cell, thus inhibit liver fibrosis and delay its progression to
liver cirrhosis. IGF is closely related to Child-Pugh grade and prognosis of patients with liver cirrhosis. This

article reviewed the mechanism, clinical evaluation, complications and prospects for future diagnosis and

treatment of IGF in liver cirrhosis.
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IGF- I = JLEIRYT, KIE12FMIG R 7T s H
BR Y 2005 S E A A2 H s (Food
and Drug Administration, FDA) ftt#ErhIGF- 1 T
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HFREALDY . IGF- 1 a5 2hkifhk s 7RI R &
By 4ERRERRIAA e B IR R P TR . BF R
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Fil o SmithZ5E st IR iR AH 5 14 IR 95 28 2 k4T B0 v
PURIRIEIETT, RIAEPIGF-1RE g FEHUA T T
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