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Abstract: Objective To investigate the relationgship between the levels of interleukin 22 (IL.-22)in urine
and the progression of type 2 diabetic nephropathy. Methods 11.-22 levels in urine of 50 patients with type 2
diabetes in endocrinology ward was detected with enzyme linked immunosorbent assay (ELISA) method,and
urinary albumin excretion rate(UAER) was detected chemiluminescence, glycosylated hemoglobin(HbAlc) was
detected with high performance liquid chromatographuy,serum creatinine picrate method was used to estimate
glomerular filtration rate(eGFR) , and the correlation between indexes was compared. According to the diag-
nostic criteria of diabetic nephropathy,diabetic patients were divided into three groups according to the urinary
albumin excretion rate, the first group was normal proteinuria group (n = 23), the second group was mi-
croalbuminuria group(n=15), the third group was massive proteinuria group (n=12). The differences be-
tween groups and the correlation between 1L.-22 and other indexes were compared. Results The correlation a-
nalysis of 50 patients with type 2 diabetes showed that the level of 11.-22 was positively correlated with
UAER.,and was negatively correlated with GFR,and the difference was significant(P<C0. 01). The difference
of 11.-22 level between each group was significant(P<C0. 05). There was a s positive correlation between I1.-22
and UAER in each group,and the difference was significant (P<Z0. 05) ;11.-22 was negatively correlated with

eGFR,and the difference was not significant (P>>0. 05). Conclusion The concentration of IL.-22 in urine in-

* BEETB.EFEAREEILSE FWE IS WB(81673118,61771022),

EERB N . L, BEHIN, FENFEBG TR, & @EEE.Email:cliyan@163. com,
ARSI AR R AR R S R AN A 322 JKF-15 2 UM DR B i v Rt TR A 06 AR AR LT ). T R 3 B 2 A ik L 2018,

39(14):1672-1674.



E AR I E ¥ 4% 2018 42 7 A% 39 %% 14 # Int ] Lab Med.July 2018, Vol. 39,No. 14 e 1673 -

creases with the increase of UAER,and the level of 11.-22 is positively correlated with the progression of dia-

betic nephropathy.
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