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Diagnostic and preventive value of combined multiple indexes detection on early kidney injury in type 2 diabetes
WANG Ke-yu(Guangwai Hospital of Xicheng District sBeijing 100055, China)

[ Abstract] Objective
early kidney injury in type 2 diabetes mellitus (T2DM). Methods

To discuss the diagnostic and preventive value of combined multiple indexes detection on
150 patients with T2DM were collected from our
hospital, including 74 cases of hyperglycemia and 76 cases of hypoglycemia, then 75 individuals with healthy physical
examination were as control group. The levels of B,-MG, mAlb, BUN, SCr, Cys C, hs-CRP, HbAlc were detected
in the three groups and performed the statistical analysis on the results. Results The levels of 8,-MG. mAlb, Cys
C, hs-CRP, HbAlc in the hyperglycemia group were (2. 4540. 80)mg/L, (30.23410.05)mg/L, (1.35%40.53)
mg/L, (8.45+4. 03)mg/L and (14. 05+ 3. 35) %, which were obviously higher than those in the hypoglycemia
group(P<C0. 05) and the healthy control group(P<C0. 01) , with statistical differences. Conclusion Periodical detec-

tion of HbAlc, hs-CRP, CysC and the related indexes of renal function is beneficial to discover the early kidney inju-

ry in T2DM.
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H 7 n  B-MG(mg/L)  mAlb(mg/L) BUN(mmol/L)  SCr(umol/L) Cys C(mg/L)  hs-CRP(mg/L) HbAlc(%)
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