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[ Abstract] Objective To explore the risk factors for new-onset glucose abnormalities in pa-
tients of idiopathic membranous nephropathy (IMN) on glucocorticoid plus tacrolimus. Methods  From
August 2019 to January 2022, 118 patients with a diagnosis of IMN via renal biopsy were recruited from
First Affiliated Hospital of Xinxiang Medical University. General profiles and laboratory test parameters
were collected before tacrolimus dosing plus glucocorticoid. According to whether or not new glucose ab-

normalities occurred during follow-ups, they were assigned into two groups of normal glucose (n=76) and

* 897 -

- 1 PRAF 5T -

FEHR 2
(o R IR 55 )
FrifA% (0SID)


https://doi.org/10.3969/j.issn.1671-2390.2023.11.003
mailto:yqpeng@csu.edu.cn

* 898 -

I R B 2 Ak 2023 4F 11 A4 23 %45 11 4] T Clin Nephrol, November 2023, Vol. 23, No. 11

abnormal glucose (n=42). The risk factors were examined for new-onset glucose abnormalities. Results ~ Age
[(51.0£10.1): (52.048.1)], urinary protein{[4577.91(3256.66, 7289.84)mg/24h: [6721.26(4079.30,
10275.77)mg/24h]}, glycated hemoglobin[(4.93+0.41) %: (5.15+0.33) %], body mass index (BMI)[ (25.20+
3.66)kg/m’: (26.71+3.47)kg/m’] and homeostatic model assessment of insulin resistance(HOMA-IR)
[1.60(1.08, 2.17): 2.27(1.83, 3.42)]were higher in normal glucose group (P< 0.05). However, no signifi-
cant differences existed in gender, family history of diabetes, triglycerides, cholesterol, serum albumin,
phospholipase A2 receptor antibody or remission rate. Logistic regression analysis revealed that advanced
age (OR=1.062), elevated glycated hemoglobin (OR=4.099), BMI (OR=1.144) and HOMA-IR (OR=1.213)
were risk factors for new-onset glucose abnormalities. Conclusions IMN patients on tacrolimus regimen
with advanced age, elevated basal glycated hemoglobin, BMI or concurrent insulin resistance are more

prone to abnormal blood glucose. Individuals with abnormal blood glucose have longer time to achieve a

remission of urinary protein than counterparts with normal blood glucose.

[ Key words] Glomerulonephritis, Membranous; Tacrolimus; Blood glucose; Cumulative remis-
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T MUEIE AU U AL R R i
15 il A1 We4h Pk B JiliN e[ = BEH JiIINGS EEHE!
. (%,%+s) (mmHg, x+s) (mmHg, x+s) [#1(%)] (mmolL,x¥+s) (mmol/L)  (umol/L,X+s) (gL,x+s)

MUBEIE R4 76  51.0+£10.1 140.0+18.5 90.7+12.1 53(69.7) 734+237 1.93(1.46,2.55) 67.09+9.95 28.63+4.55
US4 42 520+8.1 146.5+17.7 923+11.5 26(61.9) 7.11+240 1.87(1.36,3.30 ) 70.78 +£10.00 27.93 +5.03

1 Z {8 - -0.9 -0.154 -1.662 0.75 0.51 0.41 -0.02 0.77
P1H - 0.006 0.878 0.47 0.387 0.611 0.682 0.057 0.442
13 REA PLA2Rab 2R R HbAlc HOMALIR iR i

= (mg/24 h) (RU/mL)  (mmol/L, +s) (kg/m’, X+s) (%, ¥+s) : [ #1(%)] IO
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mmHg=0.133 kPa,
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LA I 5 76 900(875,1050)  900(830,1050)  655(600, 825) 62(60, 80) 62(60,90) 62(60,79)
AR5 20 42 900(880,1200)  900(850,1050)  675(575,825) 62(60, 66) 62(60, 62) 62(60, 62)
ZfH - -0.249 —0.282 -0.657 0.254 1.081 0.149
P{H - 0.804 0.775 0.511 0.8 0.28 0.881
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HbAlc 1.624 0.584 7.730 5.076 1.615~15.953 0.005
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25 MBIk 0.668 0.347 3.702 1.951 0.988~3.852 0.044
[ENGER TR 0.117 0.055 4.491 1.124 1.009~1.252 0.034

7 HbAlc BEfL ML, HOMA-IR M5 2k hida 8.
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BEE B SE Wald OR 95%CI P{H
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HOMA-IR 0.192 0.138 1.938 1211 1.013~1.126 0.047
HbAlc 1.501 0.645 5.410 4.488 1.267~15.901 0.020
A E AL 0.135 0.063 4.527 1.144 1.011~1.296 0.033

¥ HbAlc AL INMZL A 1, HOMA-IR i ZHLhiHe 5.
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