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Association of serum uric acid with lupus nephritis in systemic lupus erythematosus patients
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(Department of Infection and Immunity, General Hospital, Tianjin Medical University , Tianjin 300052, China)

Abstract Objective: To investigate the association of elevated plasma uric acid (UA )with lupus nephritis (LN) in systemic lupus erythe—
matosus (SLE) patients. Methods: A total of 210 patients with SLE were evaluated and divided into LN group and NLN group. Relevant clin—
ical indicators of the two groups plasma UA, complement 3, complement 4 were analyzed by Students—¢ test. Logistic regression analysis was
used to analyze the possible factors that might affect the LN. Receiver operating characteristics curves (ROC) method was applied to evalu—
ate plasma UA predictive value of LN. Results: Plasma UA was higher in LN group than NLN group, and complement C3 were lower than
the NLN group. Plasma UA , SLEDAI and complement C3 all increased [(383.243+55.622) pmol/L vs (246.257+92.283) wmol/L,
(11.970+£5.275) vs (7.600+4.175) and (491.62+245.30 )mg/Luvs (584.77+235.72) mg/L respectively] . Logistic analysis showed that UA
and complement C3 were independent risk factors of LN. The area under the ROC for plasma UA was 0.921(95% CI=0.870-0.972,P<0.01).
Conclusion: The SLE patients with renal damage are higher in plasma UA than without renal damage. The elevated plasma UA level is an
independent risk factor for attack of LN.
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Tab1 Comparison of clinical and laboratory characteristics between LN and NLN patients( xzs )

AN B RS RS IR/ (umol/L) 1gG/(g/L)

C3/(mg/l)  CRP/(mg/L) TgA/(mg/L) IsM/(mg/L)  SLEDAI/%}

LNZH 140 34+13 38.14£69.88 383.24x55.62 491.62+245.30 20.16+£36.30 1.68+0.93 2970.23+2140.72 1258.96+1110.90 11.97+5.28
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P 0.204 0.494 0.000 0.009 0.691 0.713 0.382 0.728 0.000
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Tab 2 Correlation between plasma uric acid and other variables in

LN or NLN groups
LN 41 NLN 41
AR
r P r P
ESikS 0.075 0.379 0.108 0.373
e/ H -0.062 0.467 -0.073 0.550
€3/(mg/L) -0.040 0.642 0.226 0.060
CRP/(mg/lL.)  -0.094 0.267 -0.040 0.741
IgG/(g/L) -0.078 0.362 -0.067 0.580
TgA/(mg/L) 0.004 0.966 -0.138 0.253
TgM/(mg/L) 0.092 0.277 -0.090 0459
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Tab3 Multivariate logistic regression analysis of risk factors for LN

LIy OR 95%CI {H P
i H 1.01 1.00-1.02 0.051
PRI/ (pumol /1) 1.03 1.020-1.034 0.000
C3/(mg/L) 0.98 0.961-0.995 0.013
CRP/(mg/L) 1.00 0.874-1.148 0.980
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Fig1 ROC curve of plasma uric acid
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