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Clinicopathological

IsA nephropathy: A Case Report and
Literature Review
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IgA nephropathy (ulsalalnalwesdaugundinuldvesluguaedn iinananuiaundlunisaisduylulnaydue
(galactose-deficient IgA1) viTlisanieas suenfivefsediudingn wanieujisenduasduyuddoulUazauusnalnawesda
Ahadennerdaninnislaiingrany IgA vihalnalwesda nsnensallsaduiusiuusunalusiulutdaanziasnens
anmnsle JanusisladnavedUoe 1 v WDwangudeery 11 ¥ whensvinureslaanatedesiaga (rapidly
progressive glomerulonephritis) Q’ﬂwﬁ%’um%Lﬁ]ﬂs@liﬁﬁ]‘%ULﬁalmWU crescentic IgA nephropathy uaglnawegaadiulvgy

fidnwaue global sclerosis Jainsansnwmen1sUrdanaunulalaenisanslamnstesvios dnuslinuniussanssuieiu

15 1gA nephropathy luiin sgiRinisal wediuda 91113 0In1suans M35 wazwensallsn

AdNALY: IgA nephropathy, glomerular disease, rapidly progressive glomerulonephritis, chronic kidney disease
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Immunoglobulin A nephropathy (IgAN) tJulsaves
IﬂaLmagé’aﬁiﬁaﬁamﬂmimmwm%amwmaa%un‘falm
finy IgA Ushalnawesda fisenuadausnlul wa. 2511
1ay Berger way Hinglais' Anuynvadlsaluyniiewde
genI1vglsy Inenuninluussmanauumaynsuudin
wu GUu AwelUs ooawade Taduaud Wud® Tuseime
Juiifimsnadansesauinunivestiaanzludin oG
fisneaugiiniselvedlse IgA nephropathy luiin 9.9 5186
Uszmnsuaunausol’ 11nnsanwilutagiu wuidlefinnny
s ndulsanaznensallsalugaesin IsA nephropathy
finnumannuane sawsmeldies Swnelidaannzifuden
Tsiudlulaans sudaindulsalndods lusenuatiul
wuansiataeinfiundenmsihauveslaanasegiesinga
(rapidly progressive glomerulonephritis, RPGN) 27nlsA IgA
nephropathy LaEMUNIWITIUNSINTLAE 0
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10 damineuuilsaneuia ﬁﬂ’;&ﬂﬂwmwéé’mﬁ"aﬂa
WOUMTRY ATIRTIINMENUIIUINAYAINGULEDR 148/100
wuUsen ergleluden 32 un/ea. Arasuefitiuluiben
1.87 un/na. wazdlusiusluliaanie (urine protein 2+)
Iumsinudesiauguas amlodipine namsraLitsniu
NUADUWALLUG C3 mé’l, ANA, ASO titer wag Anti-DNase B
Juau

4 dUamineunlsane1uia HUININTIMINUNNE TR
Usinailaaniniiy lduaanndu uinsieuvesdnanas
lasumsshwsmeensadlslau 2 un./nn./u wazinfnniu
91571 2 davidaan wuimshauvesinanas uwndy
gualin1sinwiaie methylprednisolone 30 un./nn./du
nnasaenn 3 Ju LLaza'ﬁ@hmLﬁammmmmz%’ﬂm@ia
Ateuasyseindaanydudon lsala vienisliuraung
Tupseun$h As1s1ene tin 36.8 Alansu (Wesidulnd
#50-75) daugs 147 wuRuns (Uedidulndil 50-75)
mmﬁwﬁaﬂqa 125/85 11.U59%, no edema, mild distended
abdomen uag shifting dullness positive N15M5993194018)
szuudu 9 eglunasiund nansraneviesUfiRnsfauans
Tua15199 1 wag 2 suddy
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Hb 8.7 n3u/ma.
WBC 11,900 Waa/au.1ul.
Platelet 246,000 wWag/au.uy.

CBC

Hb 11.7 n3u/ma.
WBC 14,100 Waa/au.ul.
Platelet 115,000 Wad/au.ua.

BUN (un./0a.) 32.5 37 93
Cr (un./na.) 1.87 2.17 2.16
C3 (un./na.) 74.6 82.57
C4 (un./9a.) 9.81
Albumin (n33/Aa.) 3.3
UA: Albumin 2+ 2+

RBC (wad/HPF) 1-2 2-3

ASO titer, Anti—DNasg B titer,
waz ANA Tiaauiasviun
24-hour urine protein
52 4n./015.4./%4.

Ultrasound kidney:
Bilateral renal parenchymal
disease with normal kidney size

CBC, Complete Blood Count; Hb, Hemoglobin;, WBC, White Blood Cell; BUN, Blood Urea Nitrogen; Cr, Creatinine;
C3, Complement3; C4, Complementd, UA, Urine Analysis; RBC, Red Blood Cell; HPF, High-Power Field; ASO titer,
Antistreptolysin O titer; Anti-DNase B titer, Anti-Deoxyribonuclease B titer; ANA, Antinuclear Antibody
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CBC: Hemoglobin 12.3 n3u/ma., Hematocrit Seeaz 36.1
WBC 17570 waa/au.uy., Platelet 88,000 wad/au. 1.

UA: Specific gravity 1.010, pH 6.5, protein 2+, WBC 5-10 wagd/
HPF, RBC 1-2 1aa/HPF

BUN 124 un./@a., Cr 2.35 4n./Aa., sodium 139 , potassium 3.8,
chloride 104 , bicarbonate 18 faalua/ans

C3 71.6 un./ma., C4 10.5 un./ng.

24-hour urine protein 34 UN./A3.4./YU.

CBC, Complete Blood Count; BUN, Blood Urea Nitrogen; Cr, Creatinine; UA, Urine Analysis; WBC, White Blood Cell;

RBC, Red Blood Cell; HPF, High-Power Field

NansIINeTiRIUfTRNSIIAL ASO titer, Anti-DNase
B titer, ANA, Anti-dsDNA antibody, C-ANCA, P-ANCA,
Anti-PR3 antibody, Anti-MPO antibody e Anti-GBM
antibody iuaurtnn vdsansugthelilu sn. 4 Yu fued
2IN15TUAS MTIDINAY AUAULEDA 110/70 UL UTON Uay
TinupnuAnUnfneszuuUsyamdy enussnouiines

LunuauAnUniluaues nansIan1eiesljuinisny
§rurudndonvnfiuiy wazsiuawndaidonanas
allesideanu schistocyte 1+, NansTIansudedvacion
Unfi LDH 274 U/L g3eluidion 123 un./na. Asweiiiuluiion
2.65 un./na. esnfheilenisidleiune uremia
uaz thrombotic microangiopathy (TMA) 3alalinssnwnag
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nstanaunilauag fresh frozen plasma wdsantiu fhae
§§ﬂﬁﬁﬁ'§u wagldsunssnwilaenislimatansdeiiies nsei
Aunamideniinty Saldvhnsnizasntuiole

KansImemesingveadelany 32 Inawesda Tne
WU global sclerosis 28 Iﬂamagé’a, cellular crescent Tu
2 Iﬂamagﬁa ($owaz 50), diffuse mesangial proliferation
Tu 3 Iﬂama'gé“a, seemental endocapillary proliferation
lu 1 Inawegda, segmental sclerosis Tu 2 Tnawwesaa,
USnavaemdeanuntamntudniios (mild arteriosclerosis)
ladwuanwazuas TMA, WU interstitial fibrosis wag tubular
atrophy $98/ay 30 Way 5088 50 MUY NARTI immu-
nofluorescence @9 IgA 2+, IsG trace, IgM 1+, C3 1+, Clq
negative, Lambda 2+ Ua¥ Kappa trace fiusnm mesangium
WAZUNNEIUYBY capillary loop Ha electron microscopy
WU electron dense deposit UTHIU mesangium Way
subendothelium kagwu neodensa glomerular basement
membrane f;f&LLamﬂugﬂﬁ 1-7
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JUN 1 USnaulnawesdany n1siinTureswad mesangium
(diffuse mesangial proliferation) (&1 Hematoxylin &

Eosin stain x40)
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JUN 2 nsgaiuvevaeaiiondeslulnalueidaunsdiu
PMNNISNLTUBIUTAUNYISNTG (segmental sclerosis) (@eou
periodic acid-Schiff stain x40)
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Ui 3 Uinalnawesdanunsdnviavesidsasaidontos
LLazL?jagmiﬂamaQ%Ja (glomerular basement membrane)
wag cellular crescent (&dou Masson’s Trichrome stain
x40)

gﬂﬁ 4,5 n38ou immunofluorescence KAAIN1IANE IgA

WAz Lambda U3 mesangium wazuNaIuYes capillary
loops AUAIRU
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g‘l.l‘f/‘i 6 Mesangial electron dense deposit (electron

microscopy)

g‘lh?i 7 Subendothelial electron dense deposit Wag

neodensa glomerular basement membrane (electron

microscopy)

mnwm%ﬁmw%mﬁalm@ﬂwL‘t’]’ﬂiﬁﬁ’u‘liﬂ crescentic
IgA nephropathy Uszifiuma Oxford classification 1@
M1E1S1T1C2 uazlnawegdadulvgidnume global
sclerosis 39a5UTAMIRBNsUITANALNUlAlAENS
analannsdosrio

NUNIUITIUNITIU

Immunosglobulin A nephropathy (IgAN) w3alsale IgA
Wulsalalnawesdaugugiifinutesiign nsidadeende
nangsanmvestuiioln Tneny IgA UIAl mesangium
vadlnawegdd s1e1ugUn1saivedlsa IgA nephropathy
Tuglngyfe 2.5 s19deUsevIns 100,000 s1860T Lax
giansalludndanunarnuatsluudazuszing dous
0.03 578619U529105 100,000 9186i0d quds 9.9 180
Jsg¥1ns 100,000 ﬁammuﬂismﬂ@h AULANA

vesgiiinisaifana1n esnngursuidnlisionnisuie
o msidntesdalilasun1sidade anuuanstaesuleuiy
nsasaafansesilaanzludinuardousinsnsatuiiole
vosunmeggualunsazaniuil®®

NYIBAUALATNITHITING

nnvdngrunisinuiludeqiuidedn aummveslsa gA
nephropathy duiusifunisinieuundiSeniohsausinm
dadlenmafumelaniomadiuemis saufudadenis
Wugnssu MiAaanuRaundlunisauaunisasisves
duylulnayduie (IgAl) uaznismeuauesso)iAuiuYes
waddulngeviuazduylnaydu’ nalnves IgA nephropathy
ArnanufiaUnilunanedunou wiedendn multiple-hits™®
Usznausme

1. $19n18a379 1gAl ARnUnftinduainaulndes
wazwatauwasa teetdumuidaunfvesnsyuiunnsg
galactosylation ¥1l¥LAn galactose-deficient IgAl (Gd-IgAl)

2. TumMealeuRveAnedIued galactose-deficient
IgA1 A anti-glycan antibodies

3. MaiAUisensenine galactose-deficient IgA Uay
glycan-specific 1gG woufved asrnduasidetounduyy
(immune complex) Tunszualdon

4. ansdefoumnsBuyuiinanluazauuiing mesangium
vadlnailesad veenaiin1sasiaveasidedounduyulule
(in situ formation of immune complex)

5. HavBINsATANYRIABtaumeBuyuiile agsils
\AAN19NTEAUIDIEAT mesangium NNTVATYEIATTTNLN
N158nLaU (proinflammatory mediators) @ interleukin-1,
interleukin-6, tumor necrosis factor, transforming growth
factor beta NI¢AUITZTUUABUNGLUUAULATIZUY renin
angiotensin thinganuiiaundiinsranulunedaninvesle
fio nMafinduvensad mesangium, nsvfuadsniaULaY
waa endothelium Qmﬁy’uu%nmwaamLﬁamaaﬁuaﬂﬂamagﬁa
MINNITBNLAUTULITIIAAANTTATN crescent

anssniaudinanduiliAnnsivdsuulainsuansesn
ves8ulu podocyte uagn1snsesvedlnaltegaa dloans
Betoumsduyuireenin agvilAnnisvhaneves podocyte
H1UNTEUIUNNST glomerulopodocytic crosstalk 11angAa1
Aemeidosainalnawesda uasnssfuadifoyvieladudu
MlmAnn1sontauLaztinWelnusm tubulointerstitium
H1UNSEUIUATT glomerulotubular crosstalk dswallavinau
anas uaziinlsaladosimuan®’
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Anuwezn19naiin

AUaeiAn I1gA nephropathy fien1swainyats V191
luiflonns asranuanmsnsiann-nsestaany wu wulusiu
Hludaanzdosas 3-13 nudadoaundulaansiosas
30-50 HUae5euaz30-70 daanzidudenianieudiu
n1shndeondendsannnisandeniuiunieladuuu
(synpharyngitic hematuria) vaodndelunaiuoms
Tngonstlaanvdudonsininaundanisiade 1-2 Yu
wazdniduladiAn 3 Yu e1afionisiinemdinisande
Tuszuuiin fUaefiseenislasniauguuss anuduladn
2 nawensiulwsinye lameFesmuldtos fuaeuiee
1nmedaangesnties msvhauvedlnanaudeunduainidie

Hoauwaslulaanvaniuluvials Fuinmeldes®

ANYAIZNIINGIEINGN

Wm%amw%mﬁalmméﬂw IgA nephropathy #A11%
mmﬂuma%uﬁ’umm@mmuasszaznmﬂmﬁmkﬂ Oxford
classification WupiodlefildUsydiunensanmiuiieln
warnuIduiusfunanisinwnaznensallsaluglvg
Im&J%ulﬁaﬁﬁﬂmmﬁﬁfﬁﬂmﬂﬂaLmagé’aad’mﬁ'aa 8 uay
s1891unaiu MEST-C score Us¥naumae mesangial
hypercellularity (M), endocapillary hypercellularity (E),
segmental sclerosis (S), interstitial fibrosis/tubular atrophy
(T) wazcrescent ()" nedannlulavesfUaeiin 1gA
nephropathy 3gWuAURAUNA mesangial hypercellularity
waz endocapillary hypercellularity snnndntuglvgy"

nsnwediiusvemesanmlutuiolaussdiulae
MEST-C score wagnensailsnvadfiaesin IgA nephropathy
173U Wudwﬁa%'aﬁﬁamasiaﬂ’]ﬁLﬁ'auﬁuaﬂmﬁaamm’mQ’ﬂw
UWNI1 5 U A N1SWU segmental sclerosis Wag interstitial
fibrosis/tubular atrophy*

g TMA nulgturUae IsA nephropathy wagsindusiug
fumsideuvemiile ANUAULADAZITUTY UagNITanas
Y9952AU complement C3 luidon'

193NEN

n15¥nw1 IgA nephropathy lugUaeidndilafiennns
neadain asnanudaaviidedenunansenulusiu
TudaaniyuSunaudntios (urine protein tioani1 200 un.fetu)
TinsshwUszAuUseaos USungAnssy anenmsiAn uas
mvAnAunuEenlveglunaeiunfniueny e uazadiuas
vafUne'® dmfuguaeiilsiuiludaaizainndn

200 un.Adu AIThIN155NIA887 angiotensin-converting
enzyme inhibitors (ACEIls) 438 angiotensin Il receptor
blockers (ARBs) e’ ftheiinawulusiuludaans
1A 1 nSumedu U39 WU mesangial hypercellularity
Tnduioln snafarsanliounsailalau 12 un/nn./5u
WY 4 FUat wazanvuinenadluszeziian 4-6 Wwou fuae
fudenisiuredlaanateg1asinga (RPGN) 11013
$nw1eqe81 methylprednisolone saufiugnaniAuiy

16-18

cyclophosphamide

ngnsallsa

mnmsnlulszmadiu Aenwgaoiin 169 518
Wuszeznan 5, 10, way 15 U Wudﬂmﬂﬁmﬁuéﬂwdaﬂm@
faanzdudeaviolusiudluliaansidniies Wefan
10 15 U fUhefesas 9 wwinlsnlnFess wasdosas 30
fusauslulaannzuinnit 1 nfudeiu® Jasediiinass
wmmaﬂmﬁlﬂﬁiwﬁﬂamﬁﬂﬁa Ysuralusaulutaany
wavneSanwlulafinu diffuse mesangial proliferation,
crescent, capsular adhesion, ﬁmﬁ’su%ﬂﬂamagﬁaﬁﬁ
sclerosis NTWU subepithelial electron-dense deposit Lay

N13¥1Na18984 glomerular basement membrane®"’

GELL

IgA nephropathy Lﬁuiiﬂlmiﬂal,uaga”aﬂguqﬁﬁwu
IiveeslugUaein inanauiaunfvessisniglunis
a579 galactose-deficient IgAl Hp1nsnspdatinuainane
3haduannnangnsanmiuielafinsrany IgA U8
Tnawesda Yadefluennennsallsade Usmalusiuis
Tudaaizuaznedaninmsle Jsinadonisidenuuinig
ns¥nuludieudagsng
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