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Clinical analysis of iron metabolism in patients with nonalcoholic fatty liver disease CHEN Xue',LONG Jing',DU
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[ Abstract] Objective To study the iron metabolism and its significance in patients with nonalcoholic fatty liver
disease (NAFLD). Methods 127 cases of NAFLD patients and 130 cases of healthy people were selected and their
levels of serum indexes, hepatic B-ultrasonography and biomarkers of iron metabolism were detected. NAFLD pa-
tients received liver biopsy. The changes of serum iron (SD biomarkers of iron metabolism in NAFLD patients were
analyzed and estimated. Results The levels of BMI, waist circumference, ALT,GGT,TC,TG,SI and SF of NAFLD
patients were significantly higher than those of healthy people (P<C0. 05) ,while the level of HEPC was significantly
lower than healthy people (P<C0.05). The SI and SF levels of female NAFLD patients were significantly lower than
those of male NAFLD patients (P<Z0. 05) , which of obese NAFLD patients were significantly higher than non-obese
patients (P<C0. 05). HEPC had an inverse relationship between different genders and weights (P<C0. 05). The re-
sults of spearman analysis showed that SI was positively correlated with ALT, TG and TC (P<C0. 05) ; SF was posi-
tively correlated with ALT and TC (P<C0. 05); HEPC was negatively correlated with ALT,GGT,TG and TC (P<<
0.05). Conclusion Serum levels of SI, SF and HEPC are correlated with obesity situation and liver function of
NAFLD patients. Combined detection related indexes would be helpful to estimate liver damage.
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