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ABSTRACT Objective: To investigate the role of suppressors of cytokine signaling protein(SOCS-3) in the pathogenesis of patients
with nonalcoholic fatty liver as well as the effects of pioglitazone. Methods: Twenty-nine male SD rats were randomized into normal
control group (n=8, fed with normal food), high fat diet group (n=21, fed with fat-rich food). Killed 5 rats of high fat diet group after 8
weeks, and confirmed that the model of NAFLD was successfully established. Then the remaining 16 rats were divided into 2 subgroups:
NAFLD control group (n=8, fed with continuously with fat-rich food), pioglitazone intervention group (n=8, fed with continuously with
fat-rich food and pioglitazone 3 mg-kg'-d" by gastric perfusion). By the end of 16" week , all rats were killed to isolate the serum to test
the levels of FBG, FINS, TG and TC. The SOCS-3 mRNA and SREBP-1¢c mRNA expression of rat liver were analyzed by RT-PCR.
Results: Compared with control group, the serum levels of FBG, FINS, TC, TG and the liver SOCS-3 and SREBP-1c¢ expression levels,
liver fatty degeneration grades of NAFLD group were all up-regulated (P<0.05). The serum levels of FBG, FINS, TC, TG of pioglitazone
intervention group were significantly lower than NAFLD control group (P<0.05); the liver SOCS-3 and SREBP-1c expression levels of
pioglitazone intervention group were also lower than NAFLD control group(P<0.05). Meanwhile, the fatty degeneration grades of liver of
pioglitazone intervention group was lower than NAFLD control group (P<0.05). The liver SOCS-3 mRNA expression levels positively
correlated with HOMA-IR, the liver SREBP-1c¢ mRNA expression levels and the fatty degeneration grades(P<0.05). Conclusion: SOCS-3
might be involved in nonalcoholic fatty liver through insulin resistance and up-regulating SREBP-1¢c mRNA expression, and pioglitazone
therapy could decrease the SOCS-3mRNA expression and effectively treat nonalcoholic fatty liver.
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Tablel Weight, HSI, TG, TC, fatty degerneration grades of three groups
Group Weight g HSI x 1073 TG mmol/L TC(mmol/L) Fatty degeneration grades
Control group 465.7+ 27.6 25.6% 2.5 0.57+ 0.18 1.53+ 0.28 0
NAFLD group 559.8+ 29.8° 48.6x 2.8° 091+ 0.13* 4.80+ 1.09* 2.8+ 0.2°
Intervention group 493.9+ 23.3° 32.3% 4.8° 0.66+ 0.13% 2.93+ 0.95% 0.8+ 0.6®
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Table 2 FBG, FINS, HOMA-IR, SOCS-3mRNA,SERBP-1cmRNA of three groups

Group FBG(mmol/L) FINS mU/L HOMA-IR SOCS-3 mRNA SREBP-1cmRNA
Control group 4.2+ 0.7 22.8+ 3.6 6.9+ 1.8 0.35+ 0.03 0.58+ 0.02
NAFLD group 6.8+ 1.3° 442+ 6.3 11.7+ 3.1* 0.63% 0.02¢ 0.88+ 0.03*

Intervention group 47+ 0.8 ® 24.6+ 1.8° 8.9+ 3.0 0.49+ 0.06® 0.81% 0.05®

Note *P<<0.05 compared with control group;’P<<0.05 compared with NAFLD group.
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Table 3 Correlation coefficient of SOCS-3mRNA and HOMA-IR, SREBP-1c mRNA, fatty degeneration grades

HOMA-IR SREBP-1c mRNA Fatty degeneration grades
SOCS-3 mRNA 0.668¢ 0.832° 0.829°
Note P<<0.05
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