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H(Cheigh et al, 1980 ; Pinto et al, 1981 : Morzycka
et al, 1982 ; Cheigh et al, 1983 ; Habib et al, 1987 ;
Vincenti et al, 1989 ; Cameron et al, 1989) °l& #
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& FAolA] AFFLA HFe e A
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HUBARE 1 15% H29% 19%

ol 4l AL 10-20% A =0 th(Habib et al,
1987‘ Mathew, 1988) % HaoA] o] alal Arag

I 50%°1 24, F48A ATANG, 2wy
UFFTE Fo] o4 Aol e sz wusy
THEddy et al, 1984)
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ot @ Haold dymBgos guy gz
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o, g Yy 20— 75%°) tH(Morzycka et al, 19
823 Honkanen et al, 1984 ; Bachman et al, 1986 :
Habib et al, 1987).
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Fig 1 A portion of a glomerulus from a patient with recurrent IgA ne-

phropathy Diffuse enlargement of mesanglal matrix and fuchsino-

philic globules (arrows) indicating mesangial 1mmune deposits

(Masson'’s trichrome, x400)
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AA A cyclosporme A7F [gA A% A #E WA

] 7‘%““4 NG IgA AF) g AHAHYA A
& glod, e =EA BASHE crescentic A
'?141*“54 Aol EAREYTG @A HIgg A

A FEFA7E dAHA TFo] Fh(Streather et
al, 1994).

6) Henoch— Schonlen X}E}—’é

IgA 253 Bbg7] Agoleds v
F 2ATH 2AHE T
o] & WPAAE uiv AL FZ Azte D, Aol
F AFH A9 25 Adse AyE &
oMzt Bmsle] Atk Henoch-Schonlemn AHFE
9] A4 Aol NEE o} 10-15%9 VO R F
Zdr A% AWy g4 Ag vdegde 854
A FAE dolAF g—-18/MYel] T2 LAy
tH(Nast et al, 1987) ®i2tA] & M E S22 &4 IgA
Az Holw 2383 AT oF 0% At
A A}, B3 "ol A alo] Aol A A )
w3} [gA A Eo] E3) WAE] HI 75-88%7A
Hu5o] dvh(Habib et al, 1987 ; Bachman et al, 1
986 ; Hasegawa et al, 1989). 2¢]ol4) Awi# Al

3 g Qajalelaens Az A
Aol Ao, FHA Al G AlH o] Ao e A
# JgA Aol HA3A A (Nast et al, 1987).
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@}7)-“ wf_}\i}i}i .‘5’.{3: t}b CU x}ﬁ})«l _rq_\?”tﬂﬂio] HE}
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Fig 2 Immunofluorescence staining for IgA reveals a glomerulus with large

clumps of fluorescent deposits mostly mvolving the mesangium and

continuous loops (Antthuman-IgA, x250)
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Fig 3 Electron micrograph of a segment of glomerular mesangium m a patient wnth recu-

rrent IgA nephropathy Note the fairly discrete electron-dense deposits (arrows) m

the mesangal regions (x 8,000)
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et al, 1985 ; Bohman et al, 1987). 22ju+ A ¥ 3Q
A MNTFAAZE olE #AdA HE =ET
(Mauer et al, 1976 ; Marymak et al, 1985).

A A5 AR AE ofAx fHd] ¢
HA DA gort A AAMANA G AF
o] HAZHLE FHA, dAY 2 BHFAHE A
AN E 3 Qi oAl My A AFe Aw
< gz dgol Hrd 11 ojfrt AAF A
Ag BAo) o]43 FxEANME AMTAH EL F
i o] BrAlE}A] 2=t (Bohman et al, 1985 5 Bo-
hman et al, 1987) YAHL 2 djF-E9o #HAE
Fyo] A wliee} AjAJE] o] Al FlEe A
3 B £ AT, serigtel e oF 10dF oAl
A4g 2 4+ 3 (Naanan et al, 1990).

3) olg=o0|=E

Pasternak $(1986)2 ot 2ol= 3-8 A 45
o] #afell A Alo]d AHg A4 hzFd ¥)w3
A olF 4290] FulEols FAHGoE AFA
olapgd o g WAz o YrAe dapA ofde
ol=Zolqtt ol BAEL 4E4 T 4Y¥B
A gHFos Alwstyi, 39 #a Y&EE] 5
0%ZA hET 80%E T ©A 3] oty 3tA7 A}
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WE2T 49%%e Yo Aol glolA o4 of
HgolsZd 9% “‘71*1-"%%1 Falolj A alo) 4l
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Mg "e F4 A¥9E 4 cyclosporine?
A HEE @7l Folof gt £¥ S 7"?—%_1
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ol nj§ fFojstedor grt FrMFoz gluF
FERAALG)E A9 #AA Ade] Biaus
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sto] A -g dsla, ALGES FTFHAA AMES
gtk (3) o] A BN HAFYH
d4as AZE A= @) 4 o) HdA ¢y-
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