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0.05) , ANff: HCV /B4 6 ~ 10 5 FX IR, ZF A G124 (P <0.05) ;£ HCV BYe <5 4F41 .6 ~ 10 4F4 K%
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A Study of the Changes of Serum Cys-C, NGAL in Heroin Addicts
with Chronic HCV Infection and Early Renal Injury
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[ Abstract]| Objective: To investigate early renal injury by testing levels of serum cystatin C ( Cys-
C) , neutrophil gelatinase-associated lipocalin (NGAL) in heroin addicts with chronic HCV infection.
Methods: A total of 120 cases of heroin addicts were divided into HCV infection group (n =60) and
non HCV infection group (n =60) , further grouping by standard of using heroin within 5 years (n =
30) and 6 ~ 10years (n =30) group; Meanwhile,30 cases of normal people as control group (n =
30) ; the serum level of NGAL was measured by ELISA assay, while serum Cys-C by immune turbidi-
metric method. Moreover, ROC curve area under the curve (AUC) was employed in diagnostic value
comparison of early renal injury of levels of Cys-C and NGAL in heroin addicts with chronic HCV in-
fection. Results: The level of serum Cys-C with HCV infection within 5 years group and 6 ~ 10 years
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group (0.87 £0.15.0.94 £0. 15) mg/L. were higher than that of non HCV infection group (0. 62 +
0.22.0.74 £0. 11 ) mg/L and control group(0.65 £0.09) mg/L., differences were statistically signifi-
cant (P <0.05) ; 6 ~10 years group was higher than control group, differences were statistically sig-
nificant (P <0.05) ; the level of serum NGAL: HCV infection 6 ~ 10 years group (82.26 +25.84)
ng/L was higher than that non-HCV infection within 5 years group( 66.29 +22.02) ng/L and control
eroup(64.98 £17.26)ng/L, differences were statistically significant (P <0.05) ; 6 —10 years group
are higher than control group, differences were statistically significant (P < 0. 05); Cys-C curve
(AUC) of HCV infection within 5 years group, 6 ~ 10 years group and 6 ~ 10 years non HCV infection
group were 0.942 0.977 and 0. 772 respectively, P <0.05; the NGAL AUC in 6 ~ 10 years group
with HCV infection and non-HCV infection were 0. 707, 0. 696 respectively, P <0.05. Conclusions:
The serum level of Cys-C has fine diagnostic value to evaluate the early renal injury of heroin addicts
with chronic HCV infection, while the levels of serum NGAL level (heroin addition over 6 years) has
certain diagnostic value.

[ Key words | cystatin C; gelatinase-associated lipocalin; heroin addiction; hepatitis C, chronic ; renal

failure , early stage
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