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Segmental Glomerulosclerosis in Transplanted Kidneys

Hyeon Joo Jeong, M.D., Chang-Kwon Oh* M.D., Kun Uk Kim*,M.D,,
Yu Seun Kim*, M.D,, Kiil Park* M.D. and In Joon Choi, M.D.

Departments of Pathology and Surgery*, Y onsei University College of Medicine, Seoul, Korea

Glomerular segmental sclerosis(GSS) can be seen in the context of renal allografts as a man-
ifestation of chronic rejection or recurrent FSGS. We collected 14 cases containing more than 8
glomeruli in histologic sections and showing GSS among 85 renal allograft biopsies and subdi-
vided into 2 groups based on the underlying histology for the clinicopathologic correlation.

They were 13 males and one female, and the mean age was 33 yrs in group I(with normal ap-
pearing tubules and interstitium) and 40 yrs in group II(with chronic rejection). The interval
between renal allograft and biopsy were 7 and 37 months respectively. All had proteinuria, 0.4
to 23.1 gm/24hrs(mean: 6 gm), and all of group [ and half of group II were in the nephrotic
range. The level of proteinuria was higher in cases without tubulointersti tial change than in
those with chronic rejection, and did not correspond to the length of posttransplant period.
Transplant glomerulopathy was coexisted in two of group II. Cyclosporine associated
arteriolopathy was noted 2 cases and seemed to have no relation with GSS. The percentage of
glomeruli affected by GSS were 0-22.2% in group I and 4-30% in group II, and their locations
were hilar in 1, peripheral in 11 and mixed in 2.

Immunofluorescent examination could be done in 13 cases: negative in 4, IgA in I, IgM in 7
cases in mesangial pattern. Vascular C3 deposition was noted in 7 cases and regarded as
nonspecific.

We concluded that GSS in posttransplant kidneys indicated profuse proteinuria, especially in
cases with normal or near normal tubulointerstitium

Key Words: Segmental sclerosis, Renal transplantation, Proteinuria

H =7 Bowman ¥eto el & FF Hol:

A = Jejsta wste ] 98 AATAAge 2314 32

L AFAARFN HAHe R R} 22t o

BAA AAFAAS: ATA dB 28wt 23 47e A 419419, oligomeganephronia,
A&A AFYPAZE 5 AFAalgde] obd Ao B

" g owwe] aAE 1993y 129 A) 3% opxo ol ol HEEUY RAN ATAARF F A AT
(el o GRS AAdS nistAlE ekerh AR olA#zdME A}




FA Aste cEXGA FFHed, dof 94 F
424 A4 ATAASe] ALHAAN, A
Fubgal Feso] Ruxo] gopd. BAA AA
A} U B JAHe 2 AR dYxE T4
dl, FE3e]A 9 AAH0)APA} 24& EdE
o] F7HA 2A5E st Al sk AmEo] St
o} AF7A A EE g A F
3 AT A Qdtd T 2R ¥
g ke BRES 47%C14 U wHE 2oy
Ao 2 o] FriAe zhHo| &oldtA] 94 A7t
grl, 9 g AR #egle] de noveR
=& cyclosporine® #@ =] BAAY AL As)
7h ARG = BRae gl weba] o)A A=A
& daez EAA4 ATAA BAFAD 458
Roba PJaad P TALAE AR B, o
Hele FAo] sgitA] ol 2} st

HqE W 4y

19929 193¢ 19934 647t A48 UellA
AR o)A 859% AbTAN EHAAS} 15
ool FAFGoH, ojF AMAG AlFAs] 871
ol #AFAUY 1445 F Mo sqct. W
Al Fe 1ol & 4 ldon] by 294 BA
A A Aol ddade g #xpe vle], A
W, A73A 83 Zgoleld 9 24X4F by o
oA F ANV E 7|5dt AR AHEAL
Fahdv)y 9 YFAA AAE A8 H A>3 A
ek, TEddd mAsT et Eejg =L
4uo® AAsled hematoxylin-eosin, periodic
-acid-Schiff, acid fuschin orange G ¥ periodic
acid methenamine silver o2 o43iict. 33
#u7d HaE A8 AAg dzAS o8 AHsix
anti-human-IgG, IgA, IgM, C3 % A#4add d
g gAE s 23 JYsct. AFY £ FEA
AFTA A e AT HEEE FEdd =
284 At de AATAE Aske] AA e g &
A4 Ayt FYLFAETd dE ATE ¥
(hilar), FY2FH7 Dozl e gle A€ 2
Z3¥(peripheral)o. 2 F-E3l o]59 vz oz}
ztzke] i By, %2y = E¢YyeE Jrsith

HA dEg Az Akl 95 3 A9 4§
e f-oll gel F Fo g Jrgdch IS Aud
9 #% 9 A HHF7 ge «Eeln, [IFL A
=% #4559 E ARl de dERA, 17
Hle] Are wel 22 AW 25%v|go|d AHxE,
25~50%°1" 5%, 50%°l4eld 1E2 gt
SAAelE student’s t-testE o]g3sld p 27}

0.057|%tal ¢ l9sickx et
A E

1. yadA

AdAHe] 9k # 13 Aok FAE 139 A7
€ 182 Auiidwde] gle [T 39, Wl
de IEE 11gelded, HF ol 72 33, 40
Aglet. Aol AF AA7A &) 712k [ZA4A 7T7id=
A I 3970492t gkt e} A L o
HAFRE 6.53F7HA] S DYn ] A
[FeA IRy Adles 25 |5gmejde]sl
5 2k SAAR 9eirh ok ANAE &HA
A5 124l e Dl 290 oy
x % €3 oty AFoldrt. €A Ao}
B2 e IIFelA oz ggtot o F7 st
A Ak,

2. =EBE 27
2A%A £7e) acke ¥ 29} Ak FZoNM H

® 1. a4
Group I Group II
Number of cases 3 11

Age(yrs), sex 33(16-44), 3M 40(25-65), 10MIF
Average interval
betw. renal allo-
graft & Bx(m)
Serum creatinine
(mg/dl)
Proteinuria
(2,/24 hour)

7(3wks-17m)* 39(6m-6. Syrs)
1.1£05 2.0£0.7

19.4+3.3* 48+36

*P<0.05
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4. 939uALA

Group I Group II
Number of glomeruli 20(12-30) 20(9-42)
Global sclerosis(%) 7+ 7 15+16
Segmental sclerosis(%) 1312 16+ 7
Tubular atrophy absent present
Interstitial fibrosis absent present

B3 ARB008ES Suln 9 wdy oo 4w

A
Tubulointerstitial Mild Moderate Severe
lesion
No. of cases 7 4 0
Global sclerosis(%) 10.9+10.1* 235+25.2
Segmental slcerosis(%) 13.5+6.8* 19.9+83
Proteinuria(g/24hr) 5144.0% 4.1+3.1

*p>0.05
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Group I Group II
No. of negative cases 0 3
No. of positive cases 3 10
Glomeruli
IeG 0 0
IgA 0 1
IgM 2 6
Cs 1 3
Fibrinogen 1 2
Tubular basement 1 0
membrane
Vessel wall 2 5
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