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A Case of Primary Focal Segmental Glomerulosclerosis

in an Adolescent Patient with Type 1 Diabetes
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Diabetic nephropathy is a common and serious complication in diabetic patients, Renal diseases other than diabetic
nephropathy (non-diabetic nephropathy) can occur in diabetic patients with nephrosis, The presence of non-diabetic
nephropathy is noted in type 2 diabetes patients, but no data exists for type 1 diabetes, In this report we describe
the case of a 15-year-old girl with type 1 diabetes mellitus, who presented with an acute elevation of urinary micro-
albumin excretion, general edema, and liver enzyme elevation, She had shown microalbuminuria about 3 years
earlier, as well as an uncontrolled hemoglobin Alc level, but she had no diabetic retinopathy and neuropathy, A
renal biopsy was conducted, and she was diagnosed with primary focal segmental glomerulosclerosis, She was
treated with corticosteroids and an angiotensin converting enzyme inhibitor, (J Korean Soc Pediatr Endocrinol

2010;15:203-206)
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1,508 mg/dL, A4 C-HE|E 5% 0.8
&% 0.50 ng/mL, &
o2 Adsial ded ARE ARSI FrEw 70/30 (Hu-
mulin 70/30%, Lily, Indianapolis, IN, USA) 9.4 24%+9], 0%
1659] 33k A Folshe] 8y 245 129 1QR
B Folz 19425 Fll(Humalog mix 25 quick pen®, Lily)
o= ARE WAstel Felsteint. 1 % ok 124 v 5 A,
Tk 154 o Al 2 o] B AlEARS o] /LSt 159 271
2y ded FFHHA %—,—i\_(Lantus®, Aventis Pharma,
Frankfurt, Germany) 25%H$| 9} AAL A Q14T 2| AZ 2 AR
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mg/day, urinary albumin excretion rate (UAER)©| 38 ug/min
oz mAdRYE & Hoj Su]ZPAAQ] Elg ol
Handok, Seoul, Korea)& Fo A&t 1 &
of 67| et AHFARE Algsto] 139 673t 149 6711

(Tritace

159 27 Lof| BE LES} o] 9lo] st F
o} AulZ o] Eolu| = AE A A(aspartate  aminotransferase,
AST)7} 24,200 U/L, gebdopr] =g ® A (alanine amino-
transferase, ALT)+= 11,177 U/LZ &7}5} thH(Table 1), @3
W 22U 36 mg/dLE Z7}51 1 BE 7hgvfol g
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rutol 2 9L BY It ntol 2] e, ¢ 1ty Htol
22 Al B A0t HEA A7 & F s T
= AR g2t 153 7ol A3t etk AL
4 FHESY SA= e Aol 159 o7l HAl
F0] 9lo] AR HTo] 2,7 g/dLE 7481 24417 &
HAA A gHA viE 0] 4,937.43 mg/day o2 57}5}%’11
A A %= 4,261 mg/day= A|&Z 02 F7}sto] Q19
FA Eob> 138/82 mmHg T A4l F-Fo] A|&E o] o=

AT EA Al AA E(Calcon Handok) 48 mgl &2 &-8
NSO A% FOE FRULFS EHG Kol
orfet, FAl Y AR A (blood urea nitrogen, BUN)2
15.3 mg/dL, 8% A d|o}E] d(creatinine, Cr) 0.5 mg/dL ©] ]
© 1 hematuriadZd-& Ho]X] Qkkar &Fal3}A|(antinuclear
antibody)+= 1:40°2. 2 24, C-ANCAQ} P- ANCA A1} S4],
3 WY ETAE QIR 3FY 123.0%, C3 120.1 mg/dL C4 10.7
mg/dLE AAH QT dE T r=0] 99l Tl 9|3t
HAAE ATt T 23 Nl EEAr 1gae) W
HolA] XAl 4171 2] AREAIT 5709 AREA o A 28
szt Ho|w {-2Ksynechia)o] Wz o] A g AAEA
S50 2 sl thFig. 1). Eggo]Ad) AAE B8 X

o] HAb A ool A&H O AR ads  ForAl L AR LA A s 24 Rol
1 QI TH(Table 1), 2] GFot B AbR| L @ RNl AR Q] ol A &
Table 1. Changes in clinical characteristics and laboratory parameters

Age (yr) 63 118 124 135 145 152 155 156 157 157 158 16.2
Height (cm) 111 1342 1380 1415 1440 144 144 144 144
BMI (kg/mz) 1569 1949 2100 2023 2146 2333 2320 2298 24 50
HbA1c (%) 145 131 122 143 143 13.6 13.6 120 111 87
Albumin (g/dL) 28 56 51 42 43 33 43 40 30 27 31 37
Creatinine (mg/dL) 08 05 07 09 06 0.53 0.59 0.67 057 0.55 0.46 07
24 hr urine albumin (mg/day) 888 5493 1877 4,937 4

Alb/Cr ratio (mg/g) 42282 1632 1476 13893 6,356.6 4,588.0
AST (U/L) 26 13 16 16 25 27,300 124 75 241 94 19 21
ALT (U/L) 25 19 19 20 35 11,583 420 79 240 100 20 25
Total bilirubin (mg/dL) 02 06 04 06 04 36 05 04 05 04 03 04
Cholesterol (mg/dL) 139 197 165 220 257 90 212 187 403 301 337 336

Abbreviations: BMI, body mass index; Alb/Cr, albumin/creatinine; AST, aspartate aminotransferase; ALT, alanine aminotransferase,
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Fig. 1. Glomerulus of the case, Findings of mesangial expansion,
segmental mesangial proliferation, and microaneuysmal change,
Synechia that was not related to diabetes was observed (Light
microscopy, Periodic Acid-Schiff Stain x 200).
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