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Clinicopathological features in patients with
diabetic nephropathy with crescent formation.
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Patients with diabetic nephropathy who
underwent a renal biopsy between January
2004 and December 2014 (n = 98)
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Diabetic nephropathy with Diabetic nephropathy without

glomerular crescents (n = 28)

glomerular crescents (n = 70)

missing about
their clinical
courses or died
before ESRD.
(n=28)

Patients with ESRD (n = 6)
without ESRD (n = 14)
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Excluded: Excluded:
Patients who had Patients who had
information information

missing about
their clinical
courses or died
before ESRD.
(n=27)

Patients with ESRD (n= 15)
without ESRD (n = 28)
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DMN with crescents DMN without crescents P
(n =20) (n=43)

Male/female 16/4 31/12 0502
Age (years) 550 36.0-81.0 600 (185-40.8) 0.663°
BMI (Kg/m?) 244 (198-32.1) 252 (185-408) 0317°
sBP (mmHeg) 147 (107-178) 150 (108-199) 0616°
dBP (mmHg) 81 (60-108) 80 (63-109) 0.267°
eGFR (ml/min/1.73m?2) 315 06-1177) 415 (214-1332) 0.345°
Proteinuria (g/day) 4.8 (0.3-99) 34 (0.1-95 0.368°

No data 4 13
Hematuria (25/HPF) 10 20 0.7962
HbA1c (NSGP) 6.15 (45-13.1) 6.35 (60-131) 0572>
Total cholesterol (mg/d)) 190 (90-361) 203 (111-342) 0.300°
CRP (mg/d)) 036+0.74 053+1.04 0.547¢
Diabetic retinopathy 12 19 08152

No data 2 13
antihypertensive drug 18 36 05072

aPearson’s chi-square test; °Mann-Whitney's U test; °Welch's ¢ test.
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. DMN without
B \A(/lﬂ;(r)e)soenm cresoents P
(n=43)
Crescents (%) 8 (3-40) = =
Glomerular classification (n)
Class I (Mild or nonspecific LM changes) 0 0 =
Class [la (Mid mesangial expansion) 2 9 0.287
Class IIb (Severe mesangial expansion) 1 6 0293
Class II (Nodular sclerosis) 13 15 0025
Class IV (Advanced diabetic glomerulusclerosis) 4 13 0.394
GBM double contour (n) 1 2 0952
lgG staining (n) 15 (No data1) 21 (No data2) 0041
IFTA
0 (No IFTA 0 1 0492
1 (Mild) 5 9 0.718
2 (Moderate) 10 24 0666
3 (Severe) 5 9 0.718
Interstitial inflammation
O (Absent) 0 1 0492
1 (Mild) 3 12 0.263
2 (Moderate) 14 26 0464
3 (Severe) 3 4 0503
Arteriosclerosis
0 (No intimal thickening) 1 0 0.139
1 (Mild) 5 13 0669
2 (Moderate to severe) 14 30 0985
Arteriolar hyalinosis
O (Absent) 0 1 0492
1 (At least one area 0 2 0327
2 (More than one area) 20 40 0.226
Pearson's chi-square test
Log-rank test P=0919
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