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= ABSTRACT =
A Clinical Study on the Patients with IgA Nephropathy

Yoon Joo Bae, M.D., Young Joo Cho, M.D.,
Hye Ok Kim, M. D., Kyun Il Yoon, M.D.

Department of Internal Medicine, College of Medicine, Ewha Womans Unwversity

Woon Sup Han, M.D., Ok Kyung Kim, M.D.
Department of Pathology

From April 1981 to March 1985, a clinical study was made at the Intcrnal Medic-
ine department of Ewha Womans University Hospital on 13 patients with IgA neph-
ropathy.

The following results were obtained.

1) The mean age of patients was 27 years, the male to femle ratio was 1.2:1. The
most common chief complaint was gross hematuria (389).

2) In urinalysis, hematuria and proteinuria were noted 100 % and 92 9% , respectiv-
ely. Creatinine clearance was decreased than the normal range of creatinine clearan-
ce. ASO titer, immunoglobulin and C3 level were normal range.

3) Kidney biopsy finding showed minor mesangeal change in 62 % of patients, IgA

deposition was noted in all patients.
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Table 1. Clinical Features of IgA nephropathy patients

WEBA A leld 829 34 2L ol%H ang
ZAMEE T g3 AALEA] CBC, BUN, Creatinine %
%= 2 ASOx, IgG, A, M, Complement 3, total pr
otein?} albuming &A1, QHEAN, 24A|7 avhelz
creatinine clearance (Cer.) 5 ZAMg o w, Fwuy 4
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L FRE & FPc 4308 81y, EEnE 3
BoE 2%, 471 ZEo ALY F4E 932

Case Age  Sex N URI BP  Edema .
Chief complant Dur. Hematuria at onset
No (Yr) ( mmHg)
27 M backache 15D. - 140/ 90 4+ * 4
2 39 F Rt flank pain 9Yr. — 120/ 80 4 FH g
gross hematuria
3 27 F Edema 10 D. - 140/ 90 + +
micro hematuria
4 32 M Hypertension 1 Yr. + 180 /120 - +
sore throat 7D.
5 21 F gross hematuria 20D. + 120/ 80 + ++
6 26 F gross hematuria 2M + 140/ 70 + e
7 38 M Edema, Proteinuna 3-4Yr. + 150 /100 — +
8 29 M Edema 1Yr. — 150 /100 ++ +
micro hematuria
9 15 M Edema 2M. + 150/ 90 + +
turbid urine
10 17 F micro hematuria 1M + 120/ 90 - +
11 20 M gross hematuria 21 D. + 120/ 80 - ++
12 18 M sore throat 6 M. + 130/90 + +
proteinuria
micro hematuria
13 41 F gross hematuria 6 M. + 110/ 60 - ++
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69% %7 2AA Be 3dz A ZAEAL l6gme] A% vulnz B BUN, Cr.2 23 & A
on, 3d= 1%o] 180/120 mmHg, 2%o] 150 /100 etz AP A, Cer. = 4994 0ml/mm o
mmHg ik, o[98 244, ¥£§ 23 A9E oY HT ASOAE A Ao Byelddsh ¥ 2wl
o2 6995990} ( Table 1) 9w i loolA 27 Yo (Table 2)
Hlge 34 oA #2H U, Immunoglobuling 11
2 AAed Aol Rged 2F ZAUAA A9 Aez
82 S8 2 AR Sut 1B3ReE A dee 0 dola FPed, sda Fyolgm, 2
Hold ARZ, 2% 124004 BillxE i‘,’io‘# 5 oo} chronic cystitis, right nephritis A28 B3
o4 L0gm o]4g nREEH, °oF 29 4%m, t}. (Table 3 )
Table 2. Laboratory Findings
Urinalysis 24hr wuyrine BUN Cr Cer ASO T. P. Alb
Case protein
Ne P S RBC gm /24hrs mg/dl ml/mm g/dl
1 +44+ - + 0.467 15 1.1 93 - 6.0 3.8
2+t — o+ 0.270 27 13 31 - 6.8 3.7
3 it — + 49 14 09 7 - 55 3.0
4 +++ — 1.4 29 20 69 - 7.7 3.6
5 o ++ 0.717 11 1.3 45 - 7.0 3.7
6 + — ++ 1.0 15 1.0 35 - 7.0 3.8
7 +4 - + 0.470 17 1.2 90 - 7.8 4.3
8 Attt — + 16 34 32 33 - 4.1 L9
9 At — + 0.775 14 0.7 138 - 6.2 3.8
10 e + 0.756 10 08 87 - 6.4 3.5
11 —_ - + 0.340 21 1.1 88 — 8.6 4.8
12 +++ — ++ 0.560 5 0.7 89 - 7.2 4.5
13 +++ = ++ 1.24 13 0.9 64 - 6.7 4.0
Table 3. Laboratory Findings
Case HB Het WBC Immunoglobulin C, wvp KUB
No g/dl % fmm® G A M mg /dl
1 153 48 8100 880 185 65 145 NI
2 11.7 31 3300 1475 216 35 98 N1
3 6.7 19.7 4600 1270 310 270 35 NI
4 10.9 29.1 5800 1830 445 271 98.2 NI
5 115 353 6000 1550 177 270 125 N1
6 124 40.5 6800 1900 331 200 82 Nl
7 16.7 47.4 6100 - - — — chr. cystitis
8 18.0 55.2 10700 332 368 200 78.1 Nl
9 13.6 37 4900 - — — — N1
10 13.7 377 7500 1400 354 215 100 N1
11 14.5 46 8200 1500 465 105 120 Rt nephritis
12 13.5 41 6200 1413 340 90 1156 Nl
13 13.8 43 11500 900 550 73 134 Nl
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Table 4. Pathologic Findings

1. Minor change with focal mesangial hypercellularity

2. Focal sclerosing GN with IgA deposition

3. Minimal mesangiopathy with minimal IgA deposition

4. Focal proliferative GN with heavy IgA, C3 deposit

5. Focal Sclerosis and mesangial thickness with IgA deposit

6. Minimal change of glomeruli and mesangial proliferation with IgA depoit
7. Lobular proliferative GN with IgA, G, C3 deposit

8. Mesangiocapillary GN with IgA deposit

9. Minimal mesangiopathy with IgA deposit

10. Minimal mesangiopathy with heavy IgA deposit

11. Minimal mesangiopathy wity IgA deposit

12. Mild to moderate mesangial and epithelial proliferation with IgA deposit
13. Focal segmental GN with IgA deposition

Fig. 1, 2. Light-microscopic photography showing two glomeruli with mesangeal hyperplasia and focal
adhesion to Bowmann's capsule. (H -E stain, 400x)
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Fig. 3. Immunofluorescent staining of glomerulus th (Table 5)
showing diffuse mesangeal deposits of IgA. ARPA 2ANNE ASE ¥4 2 mesangium
(stain for Tgh, 400x) N437te #2Y + YU (Fig 4 5)



Table 5. Immunofuorescent Finding in Renal Bio-
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Fig. 5. Eectron micrography showing wrinkled
basement membrane, epithelial proliferat-

ion with villi formation in Bowmann’s
space. (2,500x2 )
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