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= Abstract=

A Case of Membranoproliferative Glomerulonephritis Type II
(Dense Deposit Disease, DDD)

Hae Sik Kwon, M.D., Seung-Jin Oh, M.D., Young- Mock Lee, M.D,, Ji Hong Kim, M.D,,
Pyung-Kil Kim, M.D., Hae Youn Kang* M.D., Hyeon Joo Jeong*, M.D., In Joon Choi*, M.D.

Departments of Pediatrics and Pathology* The Institute of Kidney Disease,
Yonsei University College of Medicine, Seoul, Korea

Type II membranoproliferative glomerulonephritis (Dense deposit disease ) is an acquired primary
glomerular disease characterized by electron microscopic evidence of a continuous dense membrane
deposition replacing the lamina densa. It is a subtype of idiopathic membra- noproliferative
glomrulonephritis, and was described as a separate entity by Berger and Galle in 1963.

It frequently occurs in older chilren and young adults and the clinical course is variable, but is
generally progressive. The presenting feature is nephrotic syndrome in many patients, and
proteinuria and hematuria are also seen frequently.

The purpose of this paper is to present a case of DDD (Dense deposit disease) from a 10 year
old boy who was diagnosed as a acute poststreptococcal glomurulonephritis with protenuria,

hematuria, and facial edema by renal biopsy 4 years ago.

(J. Korean Soc Pediatr Nephrol 2001 ;5 : 188-95)

Key Words - Acquired primary glomerular disease, Dense deposit disease, Memmbranoproliferative

glomerulonephritis, Proteinuria, Hematuria, Acute poststreptococcal glomerulonephritis.
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Table 1. Serum complement level of the family

members
May,2000 Mar,2001
C¥C4mg/dL) CY¥C4mg/dL)

Father 64, 26 69, 31
Mother 111, 36
Ist dauhgter 78, 21 103, 37
Patient 43, 26 58, 22
3rd daughter 74, 24 100, 46

A &7 ad @ SUHRRE Fa gddl]
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& gm/dL, HET 8500/mm, BT
411,000m, 8AAPE H)ZF 1015, pH 5.3, a0 1+
¥ 20-30 RBC/HFP, M&T (-) %1 2473k 23
AP @A 931 mg WAl 8% 2.7 ce/kg/hro]
Tk ASO titer 416 IU/ml, C3 26 mg/dL, C4 48
mg/dLEth 1 % 20 | JHEEFES FAR F W
A AYUEAE w APAE AL 95 gmydL, W)
T 12360/, FAT 329000mr, SHAME HIF
1.020, pH 7.0, 228 3+ HEHE many, WIT many
Qi gAFME HAAL Aol S Blch 4
A a7 AR T2 6600 mg LT SFE 24
co/kg/hrolSith ASO titer 227 TU/ml, C3 12 mg/dL,
C4 28 mg/dLoISith ol A&Z C3, cagds &
& 5o 20003 39 29A AFEAAMNE skl
Astd NF FAFAPT N84 120 gnv/dL, BT
B3 35%, WA 6300/mr, A 227,000/, HE T
FET 14 mm/hr, 7AFE H]F 1015, pH 60, &
), € 3-5 RBC/HFP, WEF (-)qich At
s}aAd Calcium 98 mg/dL, Phosphorus 5.7
mg/dL, ﬁric acid 2.9 mg/dL, Total protein 6.7
mg/dL, albumin 45 mg/dL, SGOT 34 TU/L, SGPT
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15 IU/L, total cholesterol 171 mg/dL, triglyceride 69
mg/dLoja 248 7F S AAMY SR 88 mg (83
931 Q88 29 co/kg/hro] ATk ASO titer 287
IU/mL, C3 38 mg/dL, C4 27 mg/dL, creatine 7]
£ 141 mVmin°l3ch. 23 HAFREYD AV|9%
AAE 1gG 809 mg/dL, IgA 158 mg/dL, IgM 99
mg/dLo|1e, PT/PTT 94 %/ 37.5secSith. HBS
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Fig 1. LM ! A glomerulus is enlarged & hy- Fig 2. LM A few subepithelial fuchsinophilic
percellular due to endocapillary material (humps) is seen on AFOG
proliferation and leukocytic infil- stain. (x400)

tration. (H-E, x400)
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Fig 3. IF : Mild granular deposition of C3 is Fig 4. EM : This photomicrograph depicts
present along the glomerular subepithelialhump and a few small

capillary wall. (x400) intramembranous & subendo-

thelial electron dense deposits.

(x 10400)

% B w@ﬁs i

ililic material is present in

Fig 5. LM :The glomerular cellularity is Fig 6.LM : Fuchsinoph

decreased compared to the lIst the intramembranous portion of the
Bx, whereas the capillary loops thickened glomerular basement mem-
are irregularly thickened and brane & also in the mesangium.(x400)

splitted (HE x400)
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Fig 7. IF : The section demonstrates 26 glo-
meruli showing mild to moderate
deposition of C3 is present along
the capillary loops in the mesan-
gium, and Bowman's capsule.
(x400)

TRy

k324 AFFA] A8 (Membranoproliferative glo-
merulonephritis, MPGN)2 9] H-olA= d
A A AR Az AV 10%3E ARAskE =
Aoz AFAE EAESY AANG
(mesangiocapillary glomerulonephritis), =294 AFH*
A1 A(lobular glomerulonephritis), T3 K24 A}
T4 21%(chronic hypocomplementemic glomerulone-
phritis)3 Th¥aHA 1A $tthg TEAHL Lolg
2 A9, sAlelA 304 AtololHsg 1 Ulojit H
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M7 9 ol o B
AT AN G L EA AL
FAZ e Wsle)] HAEEA 2 (subendothelial
deposit) e WelE Al 18, AH7Al, A=, Bowman
g, 7)Aol BAEEA J&E Role A 2%,
ujglsl, Al Z1A, ARAIZEE B HE s
A AL Rol® A 33Tl drk

Wl 71 BRwste MPGNS) ofidl wel of
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_‘
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Fig 8. EM ! The glomerular basement membrane

is irregularly  thickened  with
intramembranous band-like electron
dense deposits. Electron dense

deposits are also present along the
tubular basement membrane. (x7800)
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