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o [gA A=

Archgta of ol g W gha

4 0

M =

IgA A4 52 AAl4 E4k4 x5l Henoch-Schoen.
lein purpura, FHAHSF F2] A4AlA Adlo] gl §ha)
ol 4] W] |3 o)z Fab4 A4 4 8 mesangium
ol IgA7l 7hab 7halA] Habe]es 4L Exow s
Al AL % o] e},

o W2 FelvebE Liksle MAH o g spa Fw
AlabT-a g ojof ==, zledo]] G2 qlz g aje]i= qlFa
Aol ehdel AR 5] S A A8 ukal o) alo| 2 o)
sl ol mil o] We Edld Adlo o
SEev A2 sl 2L o FAA) ATE e spEa
AEs Fhedgho] dhal g opy,

HaFHoz diffe] dAsL futae] Sk L
W EAE EiekA obe folAbe g s, o 20%
2] galell A= A dste] 54wl Algbo] 4l e £dle o
7| AlAle] o] & 4= 9lio] daja] glel Ea) wal
el Alzts A5, fabd due) F%edo) gl
ngstelvt AEAe] ety ) 9lS wf, Paiql A,
ag)x Al wiuwe] 2 4hE Sge] £e Aol 1}
ool o} el Apgade] Eoba otefa glejes

ol dhe] F& vlwsh el mad 2l JgA Ay 2o
el B2 obz] shalaA ghalz 2] gielen), 94k 3l
Ay Ay Bag B lpA AW EL e oy 8
a4 Ao, S o2 mesangium W 3
sl IgAs 8abe] oy & 32 Jeh)s

o] A 1080y o ghe el wha) Ald1a 24 g
A s s
ool el 22 E Al ditE 1987 E A S atm
A gl (ol e 2 s

g0

d4 £

Al Aol [gAs) Ldaldl sele] gl Aoz w
o2l glojs1n, [gAe] Z4lo|v} wjabghgl, Aol
Aol 445, A, AT s Sell o a4
£ ok H4g A o] velglx] ghopariniziean

2ol = IgA A1 F 34t of 2] Wl Se] ok}
B gl v, [gA AT ES sk o e)afpalo e
T8 5 e, o|ab IgA e RE o2 Ay s
 dds|o] e} Wejela oz = gl [gA Al
T T 5 gl AFeia) Aol gleelet v
H Ao gigkgtd A g, eystic fibrosis'®, celiac
disease'™, regional enteritis®™ 52| 43714 =zlg
o| &, mycosis fungoides®™, Ael4 )z gl
Sjonegren 3 F &£,
dermatitis herpetiformis'®, ankylosing spondyli-
tis®, opo] etz ol 2bed¥ Yersinia infection®”,
thrombocytopenia®® 5 o - 3 24} ),

HNAFFANE A mAogF2, L4z ol
vfe] 2 EFefzabd ol HlFFA4 Hodiae) el de] g
3 312, Endo U sbd 44 47324, #)a
A, w4 24 Y, g A4 sy o #Hg
Tate] R olof 4] AlApFHW IgA A3E 7 Edlen,
Cohen % Rosenstein®-2 A& 5} f-2bsle] 2l gl [pA
AHE 185 w3k w) gle],

Felvhbeld A e 353 o F o fudga) @
2 Woix] 3 glont 19854 el 4] 2,2% 2 yhedal u)
A FE G Ee Ao R IgA Al F e ol 34
T Wile AL % g =g 2 Z7A o Yol
A5t uhE 2] 2] oi [gA A2 Wl i g zoli
Hlx =Feo] s2)e} 4 2Eic

mixed cryoglobulinemia®,
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—eh g el 2l A|

Az A7 Sl [gA AW T oz Fste] WA §
Ao) WEd g Eale] YatA o sidde] Futd @
Apo| 4] A&t e] wokedy, F5 X-Al £, B4,
gobd dw {5, ghlwel, Al7lE Ak "R 4
A5S F8 3 A4 228 e o)A, H9HF

u|7, A=Fo|7] Ldn vla ArgoR IgA 4l
W Fe] Salel ] szide] i E 5 W e
wylezs, sHse] gAAsEEe gl ez 2
gt rpeAd g ehalsla 2 Foha] A A A gE
IgA A Fo] el & Wiler =& T+

e o oy

19794 349 o] & =k e 7k Sl ahar of e g
at mAle] Fabelsg Al Gz AR gAY FLR
Al chs] b & 3860 5 o E dihg Foled s o
P 17ellel] abed ohe} 2 AAE AW

1. &k &

W& o ghs BEle] AlgF o] Fa B FAE
HobE ®k 5, AR bl vle] ey, o) A A
th complete blood count, C-reactive protein (CRF],

BE 7ty 4, antinueleic acid antibody 5= %

7 w4 #Hap, @iy BUN, creatinine, protein, albu-
min, cholesterol, 1gG, IgA, IgM, G, C, 3], ==+
3] 7} 4 © [erythrocyte sedimentation rate}, 244] 3k
el ek 83 AET u W@, ghyulkgs] A
%, creatinine clearance, acid-fast bacilli (AFB)5
ol S Hal FF X-AHE FEEE wbalbA] AAL A 5
2 foldlm, AR olf gARA Az HR Y ol F
a4 275 33 2

FE XA A7E o Ao wiel wwo] {15 # 2
A 2ol E-F2 A 22 A 4552 &5 ol A
H= 7 5ol “minimal”® F3, F5elske] YxE @
= #& dzlphe wuo) A g §304 wde] ¢
2 g2) Atel ol g a] Ay

4em olabe] =255 29 of “moderately advan-
ced"Z o], e|lgrh £ 24 “far advanced”® 3}51

24 A 3 & 1990—

et

8 54 dre AFB7 A5 X-A 4azde]
HEe o & osAYY 5 78R S9E, S5
He szl dd Fol 95 we “active”£ &b,
A7 Aol AEER] g F5 X-A 470 WE
o] 91 & o “quiescent" &}vf, 6RU 7 AlFe] AL E
A n F4 X-4 A2 gge] 3 @ Yinactive” =
ol gy A F5 KA o a4 gl de
“undetermined” & &} % o},

2, we|za 5 H4y

1) Ze Mol A 5% 4 22wl 245 4
Al g shebg Tof§ 2ofe|af SR oS whAlE
o] H&E, PAS, MASSON TRICHROME, PASM e
AFB 45 ARgks] 2hatdgbel, AlaTa#g AE 7
7}, 2AA Ha), £ o wbE A4, oYM HA, F2F
W4 5ot e e ZAsia op-Fe] Ak,
A o) wale] vl Sho chal A = ZAbsb e

Alapa] weg] Aze $3H Meadow el
we}h 5% izl

D Aoz gl ddolut g, F3, 4 52
A4 wde] gl

() 50% w|uke] AlART-#ol 4l mesangial cell2] 54
o] Kolo], 15% v|ub2] A1AFF Aol A ubda 3 el
PAA g v,

@ 50% o] 4ke] AlapbTalel s F4e] 3o, 50% =
uke] Ala}Tallel A ghaA Hade) A4 WHlE ¥
'I

nl"_'l

@ @2 Welez 50% HA Ta%e] Al ut
&l 84, 244 o9, total glomerular sclerosis=}
FHhE,

& @ o g 7% o] ahs] AlabgalelH w4
Y4, 234wy,
5.

?) oied s #Ho|d YA AEEE fluoresceinat-
ed anti-human lgG, TgM, IgA, C;, fibrinogen, albumin
5 Abgale] Ala) W3 oiedabs apyo R AAEA 3
o zlage] Are 4L -, L 2 HRe
wha} 1+58 4+ 2 BAFHE,

3) M} #olA HA: 2.5% 52 dddEe s F
ez nAE A4A =3 1 ¥ mm 2718 F4 A

total glomerular sclerosisz} 4t
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e 4 HHE W5 pH 7.42) 0.1 M gl 4lsk:
Foll oz AF F 1% 050,84 247 Bot o4
it ol F 50% ol PUYTER 54, T0% LA 2 L
2 5F, B0% olA¢zEz 58, 95% dHdzstz 10
T, PR 100% MU E2 208 247, pro-
pylene oxides] #-F4]3l F epon Eqefe] Eofa}gd
of, 1pm5 7 2 semithin B2 5 wt5< toluidine
blue= -43te] #a F45 AdAstdch, =F LKB=]
s|22E2 2 S0nm5A2] 24t S wlbEe] uranyl
acetate2} lead citrate® o|F 943l Hitachi H-
500 5244 Azdo|H oz FAAgSgeh, Hd3as e
Tl 5o} FH3AALE F|wsln olFe| 2z
3] e 5 2AbEbg

H o+ dH
ez AL 3 38672 IgA AT B WE o

e 53 sl ale] aly o= 1THo g 4 4%F Hs)
Het,

Table 1. Results of light and immunofluorescence micro-
SCORY
—
FE‘:}“_”‘ H;Ei’i'i‘“ IgA 1gG IgM C3  Fibrinogen
1. I 1 S .
2. [ 1+ - - = -
3. 1 M+ - - % -
4. 1l 2+ - - = 14
3. i 2+ - 1+ 1+ —
B, I 3+ - - - 1+
7. Il 4+ 2+ 1+ 1+ -
8. I 44 2+ 1+ - 2+
9, [l 44 = 3+ - I+
10, I I+ - - 4 —
11. I 4+ — M+ 1+ -
12, (A% 44 — 2+ 1+ —
13, 1l 4+ £ — 3+ -
14, " 4+ - = 3+ T4
15. i —H - 2+ 1+ 1
16, R 4+ — 2+ 2+ —
17. I 4+ - - —

o HE L A A Wl b IgA AluF—

L H2|&X 43 (Table 1, 2)

et #elA Ak 179 2ol A47 2
Folge|vt AFBE w75 ghste, =282 £3£
158e] & %, 253e] 8%, 35T 59, 45F0| 30
o| ¢l o} {Fig. 1-3).

He #a dHolAd FAbE 1664 IgArt 1+ W=
4+4 =2 mesangium Wil 7}3k §-4|80A 2 alsle]
i, 19ellal & 1gGs}l F58tA S4lebqA] 2l 2= q, 2
3t gngell ] ZH IgGet IgMe| TpAschs o) ofald)
b=l o] 7 2E 2 oHFig. 4),

Al #Hol7 F4e 16904 48 % o} mesangial
deposit= 16% =5l F55 = 2abA dabslgl
3, subendothelial deposit+= 7«4, subepithelial
depositi= 1%=ll4 Fub=l2lch, 28] A4 7| =gt o
A Talel Y, mesangiolysist 194, mesangial
interposition® 2=le]4, foot process effacement=
T el A 3 %I} (Fig. 5,

2, 94 =N

175 % =zl 109, oA=zh T, d=E 64l

Tahble 2. Ultrastructural featu res

Patient  Mcsangial

Subendothelial  Subepithelial
Mo. deposit depasit deposit
1. 3+
2, 2+
3. 2to 3+ 14
4. 2+
5, *
b, MDD
1. 3 to 4+ 1+
8. 3+
g, ERS
10, d+
11. 3+
12. 3to 4+ 1+
13, 4+ 1+
14. I+
15. 4+ 4+ 1+
16, 3+ 1+
17. 3io 4+ 1+
ND : not done
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—ef gl A A A 3R 19%—

el 614l 7HA] eheksbeich, 4 24 EhalES e, H
w, 5%, e, 71 9 Al E S 2ESS F
2 8% o AFdas) 2R #He|H]H e e
% clotg 44 sAsed

olgbd FAApad 2nl g nEHE Belm, 19 AAY
SalM glodof 4] erepitant ralee] wslch,

slal #abab gedolla] 1. 5me% ¢ 4te) PA creati-

Fig. 1. Grade II, showing a
glight segmental increase in
glomerular mesangial matrix
(PAS, = 400),

~ Fig. 2. Grade 11, showing an
% increase in matrix and cellular-

s ity of glomerular mesangium
L (PAS, 400},

nines 2 v m, 7ol 3, 4me% o]uke] 2utigld
28 vglod, 1ol 270 me% ol 48] gal2ElE
#53E L,

vk A @ A Soie foba HeE v
o, Tedell A #e| g Aot oAl o 4be| HETE
ey gl 770 o] 4be] WEFE ¥ dc), 11904
1% 1gm o] 42 el r] HEEHR, 2 F5H23.58
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: :. Fig. 3. Grade IV, showing near
total sclernsis of a glomerulaus

4 with capsular adhesion (PAS,
Alliiy,

Fig. 4. Granular fluorescence

for IgA in glomerular mesangia.

o 4be] 41k chuly 2 wefc)

TA AAY 42 CRP S 29, 192 rhew | =4 &1
matoid factorel| Habed gh3-41F et ®4 immu- =l 11%(case 12,55 6.8 9 10. 11 12. 171 =i+
[||::.!,._I]|::."_:l'_i.]'i|'| .--I "-:.! © -I' A A1 &) o -:’i &) = . ;'. ::-|__| o7 FII:' | 3 A .:! 1

case 9, 16) | 4 IgA 575 2 %ok Table 3), * (case 4, 13)

L

A 10 A, 13 Al Hdafo g

- ] | C okl ! &
\I' hE [ & A L R - l"'.. | =} | Il = [=1] - F | |
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 Fig. 5. Electron micrograph, ex-
. hibiting heavy mesangial de-
_ posits (= 11,200),

Table 3. Clinical features at time of biopsy

Patient No. Sex/Age SCr (mg) Urine protein (g/day) EEEHPF EHEEHPF
1. M,/ 30 0.8 4 many 0D—1
2. M/24 1.8 1.2 GH 0-—1
i, M/48 0.9 1.2 oH -1
4. M/29 1.6 1.7 01 1520
5. F/49 0.6 1.6 35 7 =10
f. Mj24 1.0 1.6 0-1 23
7. Fi22 0.9 2.4 GH 2-13
8. M/ 21 0.6 4.7 many 23
9. F/o 0.8 4.1 -3 0—1
10. M3z 4.5 1.8 many many
1. Fi24 1.1 5.3 3-8 3—5
12. M/50 1.4 3.0 1520 0-1
13. M 20 1.0 09 manmy 3—-4
14, F/61 16.4 0.1 GH 3—4
15, M3 2.2 0.5 many 2-—-13
16. F/54 1.9 4.0 GH many
17. M/59 1.0 34 4 —8 0—-1
* SCr : serum creatining, GH : gross hematuria,

sahed AR FA X-AA Setel s Fabdh AW & 3, 4n adelnh TR sdelsk, 2908 104 o] 4
e 37 Aate] &5 43 o] ahe g, vhel A 29 AR FF KA R

WA | Az Adel Anlv|zbe dd8A & S 9 el FalE e v G54 wule g ublAlsle
o}, 1ue A4 254 AW Hug A oEAEE 4 sl
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Table 4, State of pulmonary lesion suggestive of tuber-
cu losls
Patient Chest X—Ray Culture Pulmonary
Mo, Findings for AFB granuloma
1.  undetermined
2.  undetermined urine {—)
3. undetermined
4, undetermined
5. undetermined
6.  minimal
7. pleurisy {+) urine (—) +
8. moderately advanced urine (=)
9.  pleurisy (+)
10, pleurisy {+) +
11. undetermined
12,  minimal, inactive
13, undetermined
14,  far advanced, active, sputum {+)
pleurisy [+) urine (—)
15.  uwndetermined
16,  undetermined sputum (=)
17. pleurisy (+)

Al 7 aba 19 (case 14) s M= Agheld AFB~}
A&z, 29 (case 7,100 4= ot 434 aby
Fobfd deaE & o 29 Table 4),

A1 o & 16l =] Bz 6.65d) 124
o 672 By, Case 2& FH7| P & w75 #Ho) g3
o B4 X4 ol 4 £ E T4 2 flsle] A1 47
A 1T =L E velm, a7 ofe] 2 YT
gl o] gke] hiqle] &5, ol F d A FeR
Hld#Me] A5 4FF 5dFH #A4 BUN,
creatinine -~ 1dmg%, 1.0mg%hslz, L5 =%
T el & lokel Tz 147 e]v], Selule 72
2E5kcl,

Case 32 3d# s|#Hdoz FAchitn 2585 FatF
Hi g 1Y 1.2g Hxo] chill |} az]s] 4142 A
7 2558 2ALAE v 837 23 =471 o &
s, AAF 4355 L5 AET A T,
e 52 w2k 2 F |9

Case 4+ oF 1593 a=] Al2bgl ghllz s} 4154193 o
Ao 2 ] gube yae| 9l $=LE FA creatinine
434 1.6mg%, 24478 Schwjok | Tgeli, 35+

ol EE L A A Fs IgA AT

o =2 42745 vl A3AF 3d5 kel A
AadEe| 482 chrt 6d %= creatinine 3.2
mg%, 24417} St 1.72 gmd Wo|i 2ul ofs] 4]
# g A4 el A gk Al g el 278 g

Case 72 A7 3dd $& 85 o7 JHsid 4|43}
A7 342 Gl FE Heola, of dhdFols F
2 X-44 Sl g volm, S7aldla] o] Y
F, 3+8 d¥elnF THA 10702 HHTF7| s
o, S Q3 slSetFeo] S, FEHA
FodF 4 X-4d &7 #HaA #isd 93 BUN,
creatinine %+ 13.5mg%, 0.9mg%el S34p4
3+ thi e, oo YT ol 24407 S5k 2.4
g 5 EA-E A ghel AAHE Aldd F3 grade M4
23 £27& 29t 3 A5Hq alms) gl M
Ao 2dF el dlwr} 1+2 AsEo 4dFE F
4 BUN, creatinine <+2]7} 10mg%, 0.7mg%=z %
o= 2 ¢ 5.59F A7 ol gk ghellagte] F &5
% e,

Case 82 Guillain-Barre 25722 3 5% “mod-
erately advanced”®] &3 & 2 psoas F9+E kg H
AL HH5ln A &% obd HE o 19
4.7g8] 7} il Ee] Al4A Al 15F =
A4 vy, ol f Ands 47 1dF FE XA
AL “inacitive™ 47§ Bol 33 <45 AFB7} 49
o SR Haot shlloe $HHE A4HLED
BUN, creatinines 15.9mg% 2} 0.7 mg% & cf,

Case 9+ 5719+ Hd4 S=tyd 2z INH, etham-
butolz 223 st F-Fe] AA Ao FA 14
4.05 gms] st st S5 AT HA 3eee =
ALAE By olF 50U FAAA FolF FH
X-4d 470 A4aksan, 19F shede] 4=
®3 BUN, creatinine =7} £7]2] 13.7mg%, 0.8
meg%=lA 0.8 mg%, 0.6 mg%.o2 2 3h=] i

2| Gedlo] 2el] o 370 33 24bE Case 14+ 82
2] 52 il 4l 5elH A2 22
2o F g AESd S He y 5FeR
A2 Az=Ele] HAA A creatinine 53 7} 13.2
mg%, 249 dRolasd veoh, 5 X-A4 45
HAE 0l g5 e hagy increased density S Ho|x
Acke] 4z AFB7} 3 &=k, ALAA 25T A
A vy o FA Aded xe =2 L7 0] B,
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Table 5. Sequential ¢linical data in patients with follow-up

== e — - — — T—
. Histologic Duration Urine RBC Urine Protein State of last
Patient No. gracle biopsy [/HPF} [z/day) SCr (me) follow-up
1. I many 1 0,9
Syr 7—14 - 1.0 improved
3. Il GH 1.2 0.5
8 yr 57 4 0.9 improved
4, [ 0—1 1.7 1.6
W B oyr 0—1 1.7 3.2 deteriorated
7. [l GH 2.4 0.9
5.5yr many t 0.7 improved
a. I many 4.7 0.6
1 yr =1 — 0.7 improved
9, 1 01 4,1 0.8
1¥r 01 — 0.6 improved
14, 1) GH 1.3 13.2
3 mo many - 0.9 improved

* GH : gross hematuria

#A#5 ®A creatinine 73 7} 16,4 mg%aa] Abg el
EaA AR E e 244 8S aslelovt kAl
# g g 3 Hste] #3 creatnine 537 0.9mgHE
ol = at Habd s s o HelAdE Pask it

c}{Table 5],

Bl S-S ohE d#Ee] Was St sl e
case 1= intravenous pyelography 4 4382 48
shcf s Aladel 4] o] Fmabg ¥ olR, case 32 Sy
o #chube ol ol el case 52 A4 AA
o] 2748 Wl glelend case 82 4] 7l st
el Al A Guillain-Barre %722 Fthibgkon],
A ekA] Ffzo| olalglel, case 172 5dAe] =

gate g Achikn o & obE-a B3|l

Al &

Cohen# Rosenstein®& zp34 Aoz ARET
talo] HuE wal 594 &=l Sl A A4FE 4
fate] Aol IgA AdFe] £7ie) ebdd wod
olch, =it 0|52 o] Falol4 P AEF LW
] A Al Ao] B MA%E Ak ol [gAANT
£ zpE4 A9z Helse] A3 P FoE AT A

ct,

A gta Al ghels o] Jeh)e AlWde e &
ol alwge] 5 Alapaled®, AIFHF, amyl-
oidosis®', Henoch-Schonlein purpura®, 5| ¥i15]
i 4la, eryvoglobulinemia®h gho wFERE o] Sk
) 2] L3 o) Rifampicin # &9} 3421 ¥ rapidly pro-
gressive glomerulonephritis®' 7} 2 ¥ a=lgich,

AHallof efshed o4 o] YRR sEuie] el il
o de Bduish QatFo e agdte] Agols IgM
o] alsatn elo] lgGr} Abgile] A &abeta de
glch, wmak g ol el e gG  lgA 2 537 4%
8 Z7}5e] ol IgA FEt ¥ H=st 4o A
wo| Ald4F lgArst 52 AU Ban™, =
# ke ool Zladglale] WAy by gl 5
Al 7p WA e Saks 2 IgG, IgAst [gMe =
T4 5] 1 myecobacterial antigend E3ksar gle A
a8 ohpjgiepre, s34 oo S5 Ee sl £
ol 2] eho} g2 al opa]g Eajo] g} AlEE ol Rt
gl ubwl, Shribman 5*'e] ®adk 1] 34
AalFA|d T} o] #2g odiks A sbeAs A
olabe] il Zde] il qlale] 44 widdleE
lgh 41428 < og| 7] H g 205 e T UEE
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¥of el

AHapgo] ol 38699 [gA AW Z fala g
A Ade] 218 179 FalEe] olalal of W] =4 &
e ubete B IgA AW o) o] e e s of
WA weabed glel4] gobal 25 de] glch, £
A A7) 17 e Shabs oSS FY X4 A 2L
uiele 2 A Alghs dhabw o Egalez o =a
H2og S AL ool £, =3 34
X-Al 2304 a8 2548 daksle], aldfle Aclg
lgA Al¥ F2] yhiAle]e] 7l s chaksled 2ldo g o
el gl [gA T4 deguhg o a=elg Alue
o8] 44 7l 2s o5 E 5 glon Salole} o}E A
22 A7, =g IgA B4 wouiso] w4l A
EE oS 4 2le [gA o Y Sdhae) 2y
EE ol ftell 4] FHabslal ghabam, ol $r] oleldl ey
Hg dkge] sAHez g AYE Y5 AR @
o, AlddEiel] eiqE duel=el alejzadla] 7 abe] o
mesangium W 4 mycobacterium &4 o] L} 20 2} 5]
IgAs] T4 =l isotyed| it 4be 2 #Ea] 2a)e
o,

ol 4] HHAHEE FL FHES ZE Adlew T
i dlpeala]a] algle 2 W FAALE S} e Al s ] 3
THE 196003 A 14l A=Al F oo 5 wpch
A HAlShed AalFale] 370 e £ Hdlala) g
Aol ot Jag ARE odn gof old g2
AL A w4 fu g2 1065ue] 5.0%, 19704
4.4%, 19754 3.3%, 198011 2.4% 2|3 198540 of] =
2.205cp®, wheba] L oode] Aabz oy [gA AW E 2
A a4 AN g A 4.4% s WA
Z17ke] A4 4k e Fuigal 2.4% o 2.2%9
ol s of Fufolsbe]ch mdl B ool e cfjale] o)
EX 52 A A 2] Yol y 23] A7} 5]y Ay
=24 dFe|v 21, 53 WYl ot selection bias
© walH o, 2o IgA AW S =ae] A, 9l &
ol 4 4 o] biasE 2% 7l5F4L wlAE + glom
E ke vAe dag Ao A zbEie)

FHEAY TEF ool dA o] x| L5l ofef &
ol 5l 4715 TAE Lied o|RAEL i o
el Wejog ulad e e o fajym, F
e X-AlAR 4ol g vl g e wuls wadn a3 g
e et AFB7L HEsx, = fuie o folx

o] HE ! G el Fobgl [gh A E—

= & 7 Ak #d vk AR A o] E case f&
25 156 Hel 7o) ey e A =g gla)
T WEo] b Aam, HARE 10dHe] 2 8ol AU
fad Ak, atebs] g4 AEx 319 =) 6d
F So[4o] aA4® 65 Sale Gurgl ol GEE
YoF 2 iyl Ade] sl gl aful Aalallef o T3
W EH7h Uojutr] Holl @AW g ol wlo] Mgk s}
Ao sa olefutel A7) EHE He gt
ek, 53] case 9ol 4 A2 IgAe] Ha Es10)
FHE af gl

abed b4l AlApTE| ool o] 2 case 4 ojuls 279
EEEU AER qlale], L Fre ol sfel 418
#H2 9lo] AL eal antigenemiad o7 o B4 sl
A o] IAPHE H5Ael gk,

179 25e4 Rifampicin %] &85 #eisica
4eiF A Al Y W EHe AL 3k
sbe ul, AFFH W¥e Rifampicin 3 Eobs T3
o Agrkge

Endo 5*"& =43k #habo] 4 mesangiom o = 3}E)
© IgAv 7] 2ol ohafdt W dof 2]3 vt F A
Aupe] wSo|d dbg-n) Aaz . H7sel s, Eman-
cipator P& IgA A1 2] A o] 2 felelals) SFo g
Yo gobn shgloh, whebs 1792 SalollA] = 73w
+ lgA Al T gleld gha]aed 2h2d 4 gl 28
Halglald shieleh, e} vloa ghd® AHAaE 3
ol e 4 [gA A Ee AE5H ez Alaag
T 2t FfEe] glen, drE Aut ol 2o o
T3l g A ohE alAlEel 2l e IgA A4 =
o dhgg Yo7 7led 2ghd galg 248 4 ol
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IgA Nephropathy Associated with
Pulmonary Tuberculosis

Mikyung Kim, M.DD. and Hyun Scon Lee, M.D.

Depariment of Palhology, College of Medicine,
Seopu! National Universily

There have been a few reports suggesting that the
immune response to pulmonary tuberculosis provides
the appropriate setting for the development of IgA
nephropathy  (IgAN). To define better the relation
between pulmonary tuberculosis and IgAN, we evaluat-
ed the prevalence of pulmonary tuberculosis among 386
Korean patients with IgAN. Seventeen cases (4.4%)
showed abnormal chest X-ray findings suggestive of
pulmonary tuberculosis, Ten patients were male and
seven were female, Only one case was a child. Urinary
abnormalities were detected during the course of
antituberculous medication in 11 patients, and after
completion of chemotherapy in 2.

C H24H 43 E 1990—

Chest abnormalities were noted in the remaining 4
patients after IgAN had been diagnosed. Clinical diag-
nosis of tuberculosis was made mainly based on the
chest X-ray findings, but sputum Acid-Fast Bacilli were
detected in one patient and pulmonary granuloma was
noted in 2, The patients presented wvarious clinical
manifestations such as gross hematuris (5 cases), ne-
phrotic syndrome (5 cases), asymptomatic wurinary
ahnormalities (4 cases) and pyuria (1 case) at time of
biopay. Histologic grading of the glomerular lesions was
made with modified Meadow classification (1972): one
had grade [ lesion, 8 grade I, 5 grade [T and 3 showed
grade IV. Follow-up studies were made in 7 patients. Six
showed resolution of urinary abnormalities after com-
pletion of antituberculous medication, while one pur-
sued chronic renal failure 20 yvears after the onset. The
ahove clinical and morphelogic features supgest that
pulmonary tuberculosis may be partly related to the
pccurrence of IgAN in some Korean patients.

Key Wnr;l-n-; IgA nephropathy, Pulmonary tuberculo-
515
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