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Study on the Correlation Between Glucose Fluctuation and Oxidative Stress, UACR, UB2 — MG in Patients with Early Type 2 Diabetic Ne-
phropathy.  Zhou Jianhua, Li Xiaohua, Bei Pengjian, et al. Department of Endocrinology and Metabolism , Seventh People's Hospital,
Shanghai University of Traditional Chinese Medicine, Shanghai 200137, China

Abstract Objective To explore the correlation between glucose fluctuation and oxidative stress, UACR, UB, — MG in patients
with early type 2 diabetic nephropathy whose hemoglobin Alc ( HbAlc) is up to standard. Methods The clinical data of 120 patients
with early type 2 diabetic nephropathy whose blood sugar was up to the standard were studied cross — sectionally. MAGE was calculated by
continuous glucose monitoring system ( CGMS). General data of patients were collected, and blood lipids, HbAlc, fasting insulin
(FINS), UACR in morning urine, 24h UB, - MG by immunoturbidimetry, 8 - iso prostaglandin F,_ (8 - isoPGF, ) by enzyme - linked
immunosorbent assay ( ELISA). 8 —isoPGF, were used to evaluate oxidative stress level. T — test or rank sum test were used for compari-
son, and multiple linear stepwise regression analysis was used for correlation analysis. Results The levels of MAGE, FINS, 8 -
isoPGF,, and UB, — MG in microalbuminuria group were higher than those in normal albuminuria group (P <0.05). The levels of
MAGE, UB, - MG and 8 —isoPGF,_in normal albuminuria group with high glucose fluctuation were higher than those in normal protein
group with low glucose fluctuation (P <0.05) , and there was no significant difference in UACR (P >0.05). The levels of MAGE, TG,
BMI, 8 —isoPGF,, , UACR and UB, — MG in in microprotein group with high glucose fluctuation were higher than those in microprotein
group with small glucose fluctuation (P <0.05). MAGE and LDL - C were independent influencing factors of 8 — isoPGF, (P <0.01),
and the correlation coefficient between MAGE and 8 — isoPGF, was the largest. 8 — isoPGF,_is the independent influencing factor of
UB, — MG in normal proteinuria group. MAGE is the independent influencing factor of UB, — MG in microalbuminuria group. MAGE, 8 -
isoPGF,, and TG are the independent influencing factors of UACR in microalbuminuria group, and the correlation coefficient between
MAGE and UACR is the largest. Conclusion MAGE is closely related to 8 — isoPGF,  in patients with early type 2 diabetic nephropathy.
UB, — MG begins to increase in normal proteinuria stage, and is independently related to MAGE and 8 —isoPGF, . UACR is closely relat-
ed to MAGE.

Key words Diabetic nephropathy ; Glucose fluctuation ; Oxidative stress; UACR;UB2 - MG
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413 A4l B 41 t P Al 4 A2 4 t P Bl 41 B2 41 t P

n 60 60 - - 34 26 - - 27 33 - -

/A b 32/28 34/26 - - 18/16 14/12 - - 16/11 18/15 - -
IR (%) 50.45 £ 11. 14 51.15 £ 14.51 -0.30  0.77 52.79£10.53 47.38+11.38 1.90  0.06 48.78 +13.95 53.09 + 14.88 ~1.15 0.26
JE [ (em) 81.59 £9.44 79.06 = 12. 85 1.23  0.22  82.90£7.06  79.87 £11.80  1.24  0.22 76.46 = 12. 80 81.20 £12.67 -1.43 0.16
BMI(kg/m2) 23.29 £1.48 22.97 £1.75 1.09  0.28 23.11£1.23  23.53%1.76 -1.09 0.28 21.99 £1.45 23.77£1.56A  -4.54 0.00
HbAle (%) 6.58 £0.24 6.60 £0.24 - - 6.60 £0.24 6.54£0.24 - - 6.61£0.26 6.58 £0.23 - -
UACR( mg/mmol) 1.81£0.71 13.66 £7.06 - - 1.73 £0.69 1.91£0.72  -0.10  0.32 6.78 £3.00 19.30 £3.304 -15.23  0.00
UBy - MG(mg/L) 0.32(0.10~1.34)  3.30(0.56 ~7.28) * - 0.00 0.24 £0.10 0.77 £0.30% -13.54 0.00 2.46 £0.97 3.95+1.194 -5.22 0.00
MAGE ( mmol/L) 2.95+0.84 3.69+1.18 % -3.67  0.00 2.44 £0.44 3.63£0.74% -7.28 0.00 2.59 £0.40 4.58£0.760  -12.58 0.00
FINS ( pmol/L) 54.40 £59.47 59.41 +£28.25 * -2.39  0.02  56.02+75.10 52.29£29.87 -0.72  0.48 61.28 £26.45 57.91 £29.96 0.83 0.41
TC( mmol/L) 4.42£1.20 4.60 £1.53 -0.70  0.49 4.35+1.06 4.52+1.38  -0.55 0.59 4.41+1.68 4.75£1.40 -0.84 0.41
LDL - C(mmol/L) 2.05+0.84 2.13+0.77 -0.54  0.59 2.02£0.78 2.09+0.94 -0.28 0.78 1.95+0.84 2.28 £0.68 -1.72 0.09
TG (mmol/L) 1.35+0.52 1.45+0.51 -1.02  0.31 1.32£0.42 1.39£0.64 -0.51 0.61 1.18 £0.42 1.67 £0.478  -4.16 0.00
HDL - C(mmol/L) 0.92 +0.30 0.82£0.29 1.77  0.08 0.87 £0.25 0.98+0.35 -1.50  0.14 0.91£0.20 0.75£0.33A 2.28 0.03
8 —isoPGFy  (pg/ml) 110.77 £27. 17 148.08 +35.73 * -6.44  0.00 87.93 +4.14  140.65 +9.03#% -30.22 0.00 111.40=11.67 178.10 = 13.364 -20.36  0.00

5 AR, *P<0.05:5 AL 41 H 4L, #P <0.05; 5 BI 41 8, AP <0.05
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