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Relationship of serum ngal levels with kidney impairment in young patients with asymptomatic hyperuricemia”
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Abstract:Objective To investigate the relationship of serum neutrophil gelatinase associated lipocalin
(NGAL) levels with kidney impairment in young patients with asymptomatic hyperuricemia (HUA). Methods
261 young patients with asymptomatic HUA from March to December in 2017 were continuously included
as the case group,and 86 young health controls in the same period were randomly selected as the control
group. The degree of relationship between serum NGAL levels and related biochemical indexes,including ser-
um uric acid (UA) ,serum urea (Urea) ,creatinine (Cr),Cystatin C (CysC) ,glomerular filtration rate (eGFR)
and urinary microalbumin creatinine ratio (ACR) levels, were analyzed by multivariate liner regression, and
the relationship between NGAL abnormal rate and kidney function stages (G1,G2 and G3a stage) and albumi-
nuria groups( I , [I and [l group) were analyzed by multivariate logistic regression. Results The serum
NGAL levels in the patient group (151. 0 pg/L) were higher than in the control group (100. 8 pg/L), their
difference was statistically significant (Z=9. 476,P<C0. 05). The incidences of kidney dysfunction (eGFR<(60
mL + min !+ 1.73 m %) and albuminuria (ACR=>30 mg/gCr) in the patient group (6.1% and 7.7%) ,had a
statistically significant difference compared with the control group (3*=4. 221 and 5. 653, P<0. 05). Of these
6 related biochemical indexes,only ACR,UA and eGFR were closely related to NGAL (r=0. 214,0. 179 and
—0.110,P<C0. 05), but in the degree of close relationship. the difference had no statistical significance be-
tween each other (Z=0. 478 — 1. 402, P >0. 05). After multivariate logistic regression analysis, abnormal
NGAL showed to be the risk factor of kidney dysfunction and albuminuria (OR=3. 618 and 4. 319, adjusted
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OR=2.657 and 5. 814). Conclusion

In asymptomatic HUA patients, there is a certain degree of kidney inju-

ry.which is closely related to the UA level. Abnormal serum NGAL level can be served as predictors of kidney

dysfunction and albuminuria in patients,and controlling NGAL elevation is beneficial to prevent disease pro-

gression to CKD.
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