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Histopathologic Analysis of the Repeated Renal Biopsies
in the Course of Lupus Nephropathy

Chong Woo Yoo, M.D. and Hyun Soon Lee, M.D.

Department of Pathology, Seoul MNational University College of Medicing

Lupus nephropathy shows a variable clinical course including remission, relapse and progression o
renal failure. To examine the clinical or morphological parameters which might be related o
the progression of lupus nephropathy, we have analyzed renal biopsies of 19 patients (M : F=5
: 14), who underwent repeated renal biopsies by morphology and morphometry, The average age of
the patients was 22.8 +9.0 years. The mean interval between two biopsies was 34.5 = 13.3 months.
The first renal biopsies of these patients were diagnosed with WHO class IV (74%), class 11
(11%), class I (5%), class III (5%), and class V (5%). According to the clinical data the patients
were divided into 3 groups, static, relapsing and progressive. At the time of the first biopsies, the
amount of proteinuria in both the static and relapsing groups was significantly higher than that
in the progressive group (P-<20.05). The volume density of the renal cortical interstitium of the
first biopsies in the progressive group was significantly greater than that in the static and re-
lapsing groups (0.14 +0.07 gm’fum’ vs. 0.05+0.02 pm’jum’, P<0.05; 0.14 =007 gm’fum’ vs. 0.05
+0.04 mn?'fmnﬁ, P-0.05). The activity index of the second biopsies in the relapsing group was
significantly higher than that in the static group (2.7 0.6 vs 1.2+ 1.0, P<0.05). In the progres-
sive group, the percentage of glomeruli with global sclerosis and the volume density of the renal
cortical interstitium in the second biopsies was elevated over the first biopsies (P<0.05). Half of
the patients in the static and relapsing groups underwent a morphologic transformation on the
second biopsy. However, of the 7 patients in the progressive group, only one showed a trans-
formation from WHO class IV to class III, suggesting that the transformation is not related o
the progression of lupus nephropathy. These resulis suggest that interstitial expansion and heavy
proteinuria at the time of the first renal biopsy may bode for poor prognosis in lupus nephropathy.
Furthermore, they suggest that an increased histologic activity index could be related to the

A 1990 119 590, Azl 1997 49 159
T+ AMEFA F2H @F 28, FHHE 11079
A-Eia s)Fhid yaltad, ol¥e
*o] A Additedld 1995dx AAsiFu|Y =2 olfe]]

436




w35 - ol HE - R AA ] Wl P 437

relapse of the disease. (Korean J Pathol 1997; 31: 436 —445)

Key Words: Lupus nephropathy, Repeated renal biopsies, Histologic activity, Interstitial fibr-

osis, Proteinuria
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Table 1. Clinical characteristics of patients with lupus nephropathy at initial and repeated biopsies

Static(n -E} Relapsing(n=6) Progressive(n=T)
Clinical characteristics C e — - -
1st 2nd 1st 2nd 15t 2nd

Age at st biopsy(yr) 24.1+ 9.6 18.1+7.1 2509+ 95
Male : Female 0:6 2:4 3:4
Interval between 2 biopsiesimo) 32,7+ 163 445+39 276+11.6
Blood pressureimmHBg)

systolic 118+ 15 128 + 10° 116+5 125+ 9 118+19° 143+ &

diastolic BO+13 B5+12 TR +E B5+11 B0+ 12 02+ 10
Serum creatinine(mg/dl) 0.77+0.08 0.77+0.12" .46+ 0.64 088 +0L1T 1.22+0.79 2.68+0.79
Serum albuminig/dl) 263 +0.82 3054082 310+1.32 312 +0.99 209+032 2.09-+0.30
Urine protein(g/24hr) 252+ 167" 1.52+1.24 1.58+1.51" 4.84 +3.69 581 +222 J68+319
Creatinine clearance T12+2136 101.04£276" 5744217 70.4+17.4 65.91+43.6 3594191

(mlfmin)

Values are mean +SD.

" P<0.05 vs. progressive group, 2nd biopsy
" P<0.05 vs. progressive group, st biopsy
" P<005 vs. 2nd biopsy
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Table 2. Transformation of WHO classes on repeated biopsy

‘ Number of Nu:lnher uf Class on lst biopsy Class on 2nd biopsy
Patients  groups Hents parients with
B ansformation 1 1 W IV W I nom oV
Static & 3 1 1 - 4 - - 1 - 4 1
Relapsing 6 A — | 1 4 — - - l 3 -
Progressive 7 1 - 6 | - 1 5 1
Total 19 7 1 2 1 14 1 0 1 2 14 2
Table 3. Morphologic characteristics of patients with lupus nephropathy at initial and repeated biopsies
Static{n=6) Relapsing(n=6) Progressive(n=7)
Characteristics —
1st 2nd 1st 2nd 1=t 2nd
Activity Index 1.2+1.1 1.2+ 1.0° 1.3+ 0.8 2706 2210 1.9% 06
% of glomeruli with sclerosis
segmental 03+08 25443 1.3+ 2.1 37458 5.6+79 104% Ro
global 23+52 6.5+ 10.1" 73+142 05201 26+60° 39.6+26.8
Volume density of cortical
interstitium 0.05+0.02° 0.05£0.03" 0.05+0.04° 0.15£0.10 0144007 0.25+0.10

Values are mean = SD.

" P<0.05, vs. relapsing group, 2nd biopsy

" P05, vs progressive group, 2nd biopsy
© P<0.05, vs. progressive group, lst biopsy
P 005, vs. 2nd biopsy
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thp<0.05)(Table 1). 4t #has Mz 5 A4 4
ol2] gla48 vz FF AF5 o3y o
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Fig 1. A glomerulus from a patient
in the progreseine group show-
ing moderate mesangial cell pro-
liferation and segmenial loop ne-
crosis with nuclear debris.

Fig 2. Second renal biopsy from
the same patient of Fig 1. show-
ing severe glomerulosclerosis, -
bular atrophy, and interstitial fi-
brosis.

+224% 24 obE F ool wlsl FelbAl Foket
ek AmAe] HALHuE A7)% el A
%3 4wl o|4Fe)l oAl vl FoelAl Zrtet
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vl st e wl, 4175 otie) APz A
g Hole AFau|sl AmHe] 7383 u|7}
N QPzAel uld Fosl Zrhseichp <0.05)
(Fig. 2). el uolz 5 #adeldes 5 A7
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