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Diagnostic value of serum Cys-C, hs-CRP, and urine mALB for early renal injury in gonty patients
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[Abstract] Objective To explore the diagnostic value of serum Cys-C, hs-CRP, and urine mALB for early renal injury in
gonty patients. Methods A total of 100 gonty patients and 50 healthy volunteers were divided into 3 groups: acute phase group
(n=50), intermittent group (n=50), and healthy control group (n=50) . The serum Cys C,hs-CRP,and urine creatinine were
determined by automatic chemistry analyzer and urine mALB by immunofluorometer equipment, and the results were analyzed in
each group. Results The results of mALB/Cr(mg/[g * Cr]), hssCRP(mg/L), and Cys-C(mg/L)in acute phase group were
11.4543.55, 5.15%1.98, and 2. 62+0. 83, in intermittent group were 8. 96+1. 78, 3. 28+ 1. 23, and 0. 93+0. 26, and in
healthy volunteer group were 3. 89 £ 0. 76, 1. 91 = 0. 57, and 0. 78 = 0. 22, respectively. The values of the above three
parameters in the acute phase and intermittent groups were significantly higher than those in the healthy control group (P <C
0.05); and the values in the acute phase group were significantly higher than those in the intermittent group (P<C0. 05). The
abnormal rate of hs-CRP+ Cys-C+mALB/Cr was 87% in gonty patients. Conclusion Simultaneous determination of mALB/
Cr, hs-CRP, and Cys-C can help to assess the early renal injury in gonty patients.
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G SR FH AR 184 588 G 3 L ek 3 L 3500 4 1) Dy b e )
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1.3 %itsam® R SPSS 11. 0 G it 4k, k47
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7% hs-CRP.Cys-C FlJR mALB,Cr & & 45 1 & A
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Hh 87 Y M FATAT — B I AL A L 1L Cys-C 2 W
PR 80 5 T B4l Cr,

£1 EREHEMF hs-CRP.Cys-C F1JR mALB & Cr R E &

Tab 1 Abnormal rates of serum hs-CRP,
Cys-C, and mALB in gonty patients

(n=100)

Item Positive rate( %)
Blood Cr 0
Urinary protein(urine ruotine) 3
hs-CRP 55
Cys-C 72
mALB/Cr 7
hs-CRP—+Cys-C 76
hs-CRP+mALB/Cr 73
Cys-C+mALB/Cr 81
hs-CRP+Cys-C+mALB/Cr 87

2.2 3 %A% hs-CRP.Cys-C f= mALB/Cr 14 45 4
MR 2MERAMEWIA B4R R hs-
CRP,Cys-C fil mALB/Cr (R &5 R LK 2, M
F2 A0, 2 RAEIHA IR mALB/Cr. il hs-CRP,
Cys-C ¥ Lb ]k 1 40 W 25 18 5, WA Lh A 22 R 3
et iE X (P<<0. 05) ; [ BRI 411l hs-CRP, Cys-C
FUR mALB/Cr ¥ b X B 41 & 25 16 o, W4 Lo g 22
S Gt R B L (P<<0.05) .

R 2 3 A hs-CRP.Cys-C #1 mALB/Cr & R L&
Tab 2 Results of hs-CRP, Cys-C, and mALB/Cr in three groups

(n=50, x5
Group /hS’CRP71 / Cys-C . IT/IALB,/‘CI’I
on/(mg « L71) en/(mg « L™ [mg/(g+Cr D]
Healthy control 0.93%+0. 26 0.78+0. 22 2.62+0.83
Intermittent 3.284+1.23" 1.91+0.577 5.15+1.98"
Acute attack phase 8.96+1.78*4 3.8940.79*4 11.4543.55*4

* P<C0. 05 ws healthy control group;® P<C0. 05 ws intermittent group
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