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Immunotactoid glomerulopathy:
a case report and literature review

Krit Weerachinchote, Warangkana Pichaiwong
Division of Nephrology, Department of Internal Medicine, Rajavithi Hospital

Abstract

Immunotactoid glomerulopathy (ITG) is a rare glomerular disease, and 90% of patients are Caucasians. The
age of patients with ITG ranges from 50 to 70 years, and the certain pathogenesis remains unknown. The TG is
frequently found with lymphoproliferative disorder and monoclonal gammopathy. Patients with ITG usually
present edema, proteinuria, microscopic hematuria, hypertension and renal impairment. The overall course typically
progresses to end stage renal disease over several years. The renal outcome of ITG depends on hematologic disease
treatment. This report describes a 57-year-old Thai man with a history of hypertension and dyslipidemia presenting
generalized edema for 6 months. He had proteinuria, microscopic hematuria, poorly controlled blood pressure and renal
impairment. Kidney biopsy was performed, and pathologic features were compatible with immunotactoid
glomerulopathy. The additional investigations had not detected any hematologic condition. The standard treatment

has not been established, so the previously reported treatment was based on the experience of a nephrologist.

Keywords: immunotactoid glomerulopathy, fibrillary glomerulonephritis, monoclonal gammopathy, renal
transplantation
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Temperature 36.3°C, Pulse rate 105 beats/
min, Respiratory rate 16/min, Blood pressure
152/69 mmHg, Oxygen saturation 99% at

Vital signs:

room air
Body weight 71 kg, height 162 cm, body
mass index 27.05 kg/m’

General appearance: Hypersthenic built, mildly pale,
no jaundice, no cyanosis

HEENT: No ¢lossitis, no oral ulcer, no discoid rash,

no malar rash, no thyroid enlargement

Skin: No bruise or ecchymosis, no rash, no pruritic
papular eruption

Cardiovascular and respiratory systems: Unremarkable
Abdomen: Mild distention, no superficial vein dilatation,
normoactive bowel sound, soft, not tender,
liver span 10 cm, normal splenic dullness,
positive shifting dullness

Lymphatic system: No superficial lymphadenopathy
Extremities:  No arthritis, pitting edema both legs 2+

Neurological system: Grossly intact

N13A3AINWiBIUUANIS

Complete blood count: Hemoglobin 8.4 g¢/dL, mean
corpuscular volume (MCV) 89.6 fl, red cell
distribution width (RDW) 13.2%, white
blood cell 3,480 cells/uL (neutrophil
65.2%, lymphocyte 23.9%, monocyte
8.3%, eosinophil 2.0%), platelet 157,000
cells/pL

Blood smear: Normochromic normocytic red blood

cells, no polychromasia, no microspherocyte,

no schistocyte, normal in white blood

cells, platelets 10 cells/oil field

I[ron study:  Ferritin 406 ng/mL, serum iron 41 mcg/dL,

total iron-binding capacity (TIBC) 198 mcg/

dL, iron saturation 21%

Fasting blood sugar 127 mg/dL,

blood urea nitrogen 25 mg/dL, creatinine

Blood chemistries:

1.48 mg/dL (glomerular filtration rate:
GFR 49 mL/min/1.73 m?), lactic acid
dehydrogenase (LDH) 804 U/L, hemoglobin
Alc 5.4%

Lipid profiles: Cholesterol 214 mg/dL, high-density
lipoprotein (HDL) 58 mg/dL, low-density
lipoprotein (LDL) 128 mg/dL, triglyceride
160 meg/dL

Liver function test: Total protein 5.2 ¢/dL, albumin 2.4
g/dL, globulin 2.8 ¢/dL, total bilirubin 0.33
mg/dL, direct bilirubin 0.15 me/dL,
aspartate aminotransferase (AST) 52 U/L,
alanine aminotransferase (ALT) 55 U/L,
alkaline phosphatase (ALP) 101 U/L
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Complement C3 level 0.84 ¢/L (normal 0.90-1.80)
Serology: HBsAg -non-reactive, Anti-HBs -reactive
(351 1U/L), Anti-HIV-non-reactive, Anti-HCV-
non-reactive, VDRL-non-reactive, ANA-
negative

Urinalysis: specific gravity 1.011, glucose -negative,
protein 3+, red cells 5-10 cells/HPF, white
cells 5-10 cells/HPF, no cast

Urine protein/urine creatinine ratio = 9.723
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Chest X-ray: Normal heart size, no infiltration or

cephalization

Ultrasound whole abdomen: Normal size and echo
of liver with smooth surface. No focal
lesion or biliary dilatation. Spleen is
prominent size, about 10.9 cm. Right
kidney is 11.5x4.4 cm in size, cortical

thickness 0.9 cm. Left kidney is 10.6x4.2
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cm in size, cortical thickness 0.9 cm.
Increased renal parenchymal echo.
Massive ascites and bilateral pleural

effusion.
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1 core of renal cortex: 8 glomeruli, 1 globally sclerotic

All glomeruli: Enlarged and lobulated mesangial matrix
expansion and hypercellularity, endo-
capillary hypercellularity, thickened
capillary loops with double contour
formation. No necrotizing lesions or
crescents. Mild interstitial fibrosis/
tubular atrophy (IF/TA) involving
approximately 20% of the sampled
cortex. Congo red stain is negative for
amyloid. (g‘ﬂ‘ﬁ 1)
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(A) hemotoxylin and eosin (H&E) stain, (B) periodic acid-Schiff (PAS) stain, (C) Jones’ methenamine silver (JMS) stain

wag (D) masson trichrome stain
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1 core of renal cortex: 4 glomeruli, no global sclerosis

Coarse granular capillary loops and focal mesangial
staining for 1gG (3+), IgA (-neg), IgM (2-3+),
C3(3-4+4),C1q(3+),Kappa(1+)&Lambda(1+).
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Mild foot process effacement. Glomerular basement

membranes exhibit segmental thickening.

Numerous organized deposits displaying
microtubule appearance with electron-
lucent cores frequently arranged in
parallel arrays present in subendothelial
regions predominantly and mesangial

regions focally. Microtubules range in

size from 60 to 100 nm in diameter.
(3Uf 2)
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glomerulopathy: ITG)
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Serum protein electrophoresis: Hypoproteinemia and
hypoalbuminemia with no evidence of
monoclonal spike

Serum free light chain: Kappa 79.03 mg/dL (normal
3.30-19.40), Lambda 42.08 mg/dL (normal
5.71-26.30), Kappa/Lambda ratio = 1.878

Bone marrow aspiration and biopsy: Unremarkable

Bone marrow for flow cytometry: No evidence of

lymphocytosis
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Uguqﬁ (primary membranous nephropathy) uazlsaln
Sniavannisavanlusiufiinunf (deposition disease)
wu naulsa diabetic nephropathy, amyloidosis, fibrillary
glomerulonephritis uag ITG 1umu

kAN inevestheseimondosanss
wuIEnlaiuanYMEUes membranoproliferative glomeru-
lonephritis pattern n1sdaudndlnisn (congo red stain)
Wnaau n1595939A28758uylungeaisalguinuiInfa
immunoglobulin G 3+, complement C3 3+ 3 4+ uag
complement Clq 3+ ey drunsasIasendosganssel
AnmseunuSnYLYS organized microtubule FUIRRIUS
60 T4 100 Ulwwns uauannSesiududnuas parallel
arrays LAUATIALALNUDY subendothelium Lazu19dIUYDS
mesangium Fenavmnidnléiulsa TG wndian
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nsnennsallsafiininnguiilifilsanieladininet wie s msfnwideenagiiduiuniedtnisvinduylulnaydu
nau polyclonal ITG 3nAinAINYeT Nasr wudndmegly  fagdinisnseananaun wudwevauesdlild nun1snevauss
nau polyclonal ITG Lilesanmsnamaduylungesisadud  visduvedlniesas 9 lnesnsnissenvesle (renal survival)
vostuilelalsmusnuazes light chain restriction Tanud1 7 5 3 agfisosas 56 waxdl 10 T agiisesas 24 luvaiidnm
§oufn kappa 1+ ag lambda 1+ %ﬂ;ﬁﬂaaﬂajuﬁmimuaum M330nT30 (patient survival) 71 5 3 waz 10T aeﬁ%@sax 83"
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A13199 1 dnwaizdayafiugiuvesitie MG lneduunUszuanues ITG eanillu monoclonal ITG uaz polyclonal ITG

Hoduiiduatios ﬁE‘l'J'JEJﬁ’WSJﬂ Monoclonal Polyclonal sl
73 318 ITG 49 518 ITG 24 518
ogiade (@) 61 (54-71) 61 (53-73) 61 (56-69) 0.70
FIUIUNAYEY 34 (47%) 21 (43%) 13 (54%) 0.46
W, vameTusniavm 54/63 (86%) 35/42 (81%) 19/21 (90%) 0.62
lsagiAuiuRaUng 10 (14%) 4 (8%) 6 (25%) 0.07
WY 10/65 (15%) 5/43 (12%) 5/22 (23%) 0.29
Auuladings 60/68 (88%) 38/45 (84%) 22/23 (96%) 0.25
syoupsueiituludonludon (un./ma.) 1.6 (1-1.25) 1.5(1-1.9) 1.9 (1.1-2.9) 0.08
TWssululaane (nsu/w) 6.6 (3.1-8.9) 6.4 (3.3-8.3) 7(39.1) 0.45
weayiuluiden 3.1(2.4-3.5) 3.2 (2.6-3.5) 2.6 (2.4-3.3) 0.08
Nephrotic syndrome 39/67 (58%) 26/44 (59%) 13/33 (57%) 1
dindoauaslulaeanig 57/66 (86%) 39/44 (89%) 18/22 (82%) 0.47
596U complement €3 Tudensh 19/61 (31%) 10740 (25%) 9/21 (43%) 0.24
3¥AU complement C4 Tudensh 14/59 (24%) 8/38 (21%) 6/21 (29%) 0.54
526U complement C3 way C4 ludons 20/61 (33%) 10/40 (25%) 10/21 (48%) 0.09
Anti-nuclear antibody (ANA) 1uuan 14/59 (24%) 6/36 (17%) 8/23 (35%) 0.13
TsaiiRnUnAiAeafuidon 45/68 (66%) | 40/49 (82%) 5/19 (26%) | <0.001
1. Lymphoma 27/68 (40%) 25/49 (51%) 2/19 (11%)
* Chronic lymphocytic leukemia (CLL) 24/68 (35%) 22/49 (45%) 2/19 (11%)
2. Multiple myeloma (MM) 3/68 (4%) 3/49 (6%) 0
3. Lymphoma + MM 1/68 (1%) 1/49 (2%) 0
4. MGRS 10/68 (15%) 10/49 (20%) 0
5. MGUS 3/68 (4%) 0 3/19 (16%)
6. Monoclonal B-cell lymphocytosis + MGRS 1/68 (1%) 1/49 (2%) 0
SPEP/SIF for M-protein Wuuan 26/65 (40%) 23/46 (50%) 3/19 (16%) 0.01
UPEP/UIF for M-protein tduuan 16/49 (33%) 16/38 (48%) 0/11 (0%) 0.01
#ndau free light chain ratio Tuiden < 0.26 wise > 3.1 10/42 (24%) 8/29 (28%) 2/13 (15%) 0.47

MGRS, monoclonal gammopathy of renal significance; MGUS, monoclonal gammopathy of undetermined significant;

SPEP/SIF, serum protein electrophoresis/immunofixation; UPEP/UIF, urine protein electrophoresis/immunofixation
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JunziSeioninndosdesas 51, chronic lymphocytic
leukemia (CLL) $owaz 45, monoclonal gammopathy of
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Sovar 6 Vil polyclonal ITG wu CLL $oay 11 way
monoclonal gammopathy of undetermined significant
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lsAaz 1 978 N13M523 serum protein electrophoresis/
serum immunofixation (SPEP/SIF) uag urine protein
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M13197 2 893 IN1358Avedle (renal survival) wagdnsIN13IBATIN (patient survival) lugUae TG
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Inawesaa laun endocapillary proliferative glomerulo-
nephritis $oa% 35, membranoproliferative glomerulone-
phritis So8/@z 29, membranous glomerulonephritis $ouag
29, mesangial proliferative glomerulonephritis Setag 7,
diffuse sclerosing glomerulonephritis $98az 1 Lazwu
crescent l§ddasaz 22 uazmsdontwilelagie congo red
moaldnaduay’ uaﬂmﬂﬁé’nwudwﬁﬁmmﬁﬂw 3 5107iillan
s2uu CLL a529wuiian leukemic cells ag”iu%mﬁaimﬁaﬂ

2. N13953aR2e35duyluNgeslsau Nul1dauda

immunoglobulin G (IgG) Sewag 100 tag complement C3
Fovar 92 lnedndouRnmsseAUANUUNTOE 2+ D3 3+
Tudhuvesilingosvos 1gG wuindunquues 1gG1 Sevas 67,
1662 Sovaz 27, IsGa Yevay 7 Ingliiny 19G3 1ae uenand
91998uAA immunoglobulin M $a8ag 46, immunoglobulin
A Sowag 10, complement C1q 398z 66, kappa light chain
$ouaw 73 uaw lambda light chain $osay 49 Tnsqauiuvadlsail
Aon3dauAR IgG1, complement C3 wag kappa light chain’

3. MInTmENdeanssAiBianasou taelunidede
Wuegnann Inenu electron dense deposition [Wudnwaug
organized microtubular deposits [Se9AUUIUAY (parallel
arrays) Ine microtubule shiauinmaus 10-90 wiluwns
Taeundnunnnda 30 wiluwes wuldnaremumisdous

mesangium, subepithelium Wag subendothelium®"***
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w3 Lla

Jagtunesiiavenisiia MG ddlinsuwida dn1s
iauateduiugiivenvas ldun

1. vangIuneaneFInemuanuazvesduylulnayiu
wuvrtaeaiuazauly organized microtubules wagnu
Avduiusiunsilsasinlungulsaden vilidutivgiuii
tasfinisassduylulaydudeiuanuadaules uaswad
narauIneu mﬂﬁ'?uaugiuiagaumrﬂuﬂizLLaLﬁammﬁwlﬂ
avaululnawesda wagviliAnnszuunsase fibrils Sen

3, 10, 14 ! 1,; o 4 1 = &
BYNWLINFIUNITUIUNTIINNATIONU

71 fibrillogenesis
E‘ﬂll’]iﬂa%‘lﬂEJIGTLULQ‘W’]SﬂﬁfﬁﬁwviiﬂﬁlﬁuiumjmiiﬂLaa(ﬂ‘lﬁl
Wi’

2. nsAnwlu CD2-associated protein (CD2ap) s[,‘umgi
nAABY WUIANLRAUNAYeS CD2ap WunaliiAinnisasng
wiinmees (tactoid formation) filnategdaveslandefuly
uyed vnliAnanuRaunfveswadlnlaled (podocyte) uay

\in proteinuria U7’ 1

N159U9%Y wazidadeuenlsa
\H8391N01N15UAAN9LA wATN13ATIINNTBIUHUR
nsvewtie TG ldansaweniulsanis glomerular dis-
d' S & A aa aa 9}
ease 89U 9 MUuiinsavauveddusAuniauninlnaiesda
(glomerulopathy with organized deposits) 16 §10umps
ofensizdullolaiionisuenlsa Msitadeuenlse loun
diabetes nephropathy, renal amyloidosis #38 FGN Hudu

uansguit 3° “luthgiudilsifinasilunsitedeiidaeu fins
Sadnuaeiisnmemanendinewesalunitede 6 1y
VN NATADNMIMILNADITANTIAUNUSN YUY membranous
pattern %39 MPGN pattern n15dou congo red liinaau wa
N13n3NeBRylugeesaduinuI@a IgG way C3 laves
ﬁqm lnwen3fn kappa 38 lambda 1nfa kappa 110N
lambda uazn1smsIvNIENADIgaNITIALBIANATEUN UMY
organized microtubular deposits ﬁiﬂaLaagﬁa Tnefivunn
293 microtubule dindvwinunnd 30 ulumes oranula
MANTAEIARE 10-90 wiluwing esfvumiduuuy
parallel arrays™" 9uaﬂmﬂﬁé’ﬂwmgmwnamﬁmﬂuﬂqaa
sadusLarndosansIAUBidnasoulianuuanse iUz
AL-amyloidosis, FGN waz ITG lng AL-amyloidosis sin@n
duyluvlgeeaadusiidudnuar monoclonal light chain
(lambda) Tundesganssrudidnasoudnnu fibrils ey
WUUNTZIANTZ1Y (random) YUA 8-15 WluLmS @1 FGN
sindnduylusigesisaiudiduiuy polyclonal finutesfe
IgG, C3, kappa Wa¢ lambda light chain Tundesgansse
BlanmsowsTnNU fibrils IS8afLUUNTEIANTEBVUIN 12-22
wiluiing®* * Jaguulddumuneuauiisinzse FGN Fon
11 DnaJ homolog subfamily B member 9 (DNAJB9) n1%
n33aduyludalaniisie DNAJBY TugUie FGN & sensitivity
uay specificity gafiafosas 98 way 99 fuseloviogiedsly
nsneItdadenenlsn’’

Amyloid + Congo Red —_>| Non-amyloid |
8-13 nm fibrils stain +
+ Immunofluorescence for
Immunohistochemistry immunoglobulins
for fibril proteins + \_
/ + \ Extracellular
| AL | | AA | | Others | matrix-derived
Light Heavy \
chain chain Immunoglobulin /
derived Acquired Hereditary
Diabetes, sclerosing Fibronectin

Cryoglobulinemic
glomerulonephritis
Curved microtubules
Diameter: 25-35 nm

7

glomerular disease glomerulopathy

10-15 nm fibrils

Lupus nephritis

Immunotactoid glomerulopathy
Curved microtubules
Diameter: 25-35 nm

Fibrillary glomerulonephritis

Microfibrils, diameter 12-30 nm

Polyclonal, subclass restricted
IsG deposits

Finger print
microtules

5UN 3 wwmamsitadeuenlsalagniauaniusiuiinUinnasauinlnawesda (slomerulopathy with organized deposits)

1A881FENITITNI1TNTIININETINeWITULLB b9
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N3N Schwartz lugtae ITG Fravun 33 578 703
$1w TG Me3En15914 9 Lol enngueesalaaifiesasn 4 sne
cytotoxics 2 518 ASAlAALAYIUATINAU cytotoxics 22 518
nsvdnduylulnaydumedsnseanaaun (plasmaphoresis)
3 578 Wagengu nonsteroidals 2 578 {Uaennigliny
mameegsauysaivedlaliiay nunsmeliissundinvede
3 579 Aniudenay 9 wirthu Tae 11u 3 318 Dugtheildsu
snguAesAlaaifissosd daudn 2 e 1uitefilisuengu
ADIRLAGLAESEUATINAY Cytotoxics'

Ohashi lasigaumeeny 72 U lasunisitade TG
wagldnvannnainlsanisladnineilasunisinwinae
prednisolone 30 un./3u %3e 0.8 1n./nn./5u ndntudes o
anenasadsay 5 un. v 2 AUa nnshaniuoInsTud
36 ndsFuNMsIvINUINANNTEegsaNysaivesla Tng
ansavasluiutarasueiululaanyanasain 6.6 anas
wide 0.12 nfw/niu Inefiszdueiuefiduludonogd 1-1.2
UN./AA. 1 9 san'®

Nasr léfsrusaadiayading MG o 56 5 fthednlue)
Aldsumssnuismeenaginazenaiividadugiaediiise
malafininensauae Inengu monoclonal ITG lasueina
QiiAuiusouaz 89 8nfevay 11 lATun1sinwinle3s
UszAuUseaad Ingdsnisshuidemnulsanislalinineves
Aureudazseadundn windueraiiesesdiiivsegiufen
Sovay 9 uazenagiiduiuduiesay 80 dnilvgiduduns
1o rituximab $aufugingudusnniiansosar 43 naw
monoclonal filenameegvauysaivetiniosas 39 e
issursdrumedinfesas 11 nmeladenliftudosas 39
dgnngladesissosgavnedosas 11 uavideTinfosas 8
dungu polyclonal ITG l@sumsinwimeisuseAuyseaes
Jovaz 38 losusavseudiiistetufedfovay 15 way
Istenagfiduiuaiindu  fevas 46 ngu polyclonal flena
meeganyTaivedlaiiesfovay 12 mellissundiuvedie

fovay 12 nnzladeuldfiudenay 24 L%’W:jmwlm%a%h
srevgavinesosay 53 uazldetindevar 29 dwiansly
A5749dl 3°

Javaugue WuIndlgUae TG M3daduswiu small
lymphocytic lymphoma 1 518 mmmmsaemaugitﬁﬁgq
Tusyuuidesuasmalandaldenaivatn uainnissiSus
vodlsndn 5 afiluszerinm 12 U menddldfunsugnde
lunszan Q’ﬂ’mmmmﬂé’umm&Jsmma&mamuvifﬁﬁy’ﬂuszw
Beauazmalalasnada®

n1sugnanela

masuiulsenes TG Wulagnedh q wasdngniglndoss
svuzgevnefevar 44 1 5 U wagovay 76 A 10 U° ms
Ugﬂa'wlm?mﬂuﬁ%‘mﬁﬂwmﬁwm ITG andoyanis
Ugnanelaneuntiinui-lenialunisiiadudives ITG
Aoud19ae’ INNsTIUTINTRYALY 4 MsAnvInuIINTSNTUIN
Dudwes TG Tulafilssunsugnanedifelesas 58 lag
Anuginglutaszezing 1,56 U fauanduased 4%
Nasr iwmwu;ﬁﬂwﬁlﬁ%’umsﬂqﬂdﬂﬂm 3 578 wunsndudugh
194 1TG 'vgrmaT,maLﬁ@%wé’qrniﬂgﬂmzﬂmiuﬁdfm 4-10 wiiow’
Miki 1891 1 578 wumsiaugves TG waagnenele
diea 22 Ju” egnlsinnunisgnaneleilaladenialunis
Snwlsa ITG LLazL‘fluﬂ’ﬁ@mmqﬁi'faiﬁt,t,r@'ﬂaaLﬁu%uVLé'Sﬂﬁa&J”
msdnwnsfnduiwes 6 luleildsumsugnaeeudig
nanuane laeanndnlasunissnuinieg pulse methylpred-
nisolone HaUNNIIY FIUAUNTINBIAE cyclophospha-
mide %38 rituximab #3aN13vIRBuylulnayauMLTEnTeN
wanawn eglsinuileniainnisaadelavdanisuanedne
lavdalinissnwuaigediefosas 33>

Nasr Te1unsUgnaela nunsfudves MG saifu
nsiugives CLL Ma¥un1sinen CLL §ae fludarabine,
cyclophosphamide wag rituximab v ntuansandu
meeganysalldalulsamadenuaz e’
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A15199 3 ATNIINWN WATHAGNSNBUAIRAMIUNITTAY TG

HoduTiisadaq ﬁﬂqaﬁewm Monoclonal ‘ Polyclonal p-value
56 918 ITG 39 518 ITG 17 518
32EZIAIAANIUNITINY (1Fow) 46.5(22.5-91.5)| 43 (24-94.4) 48 (21-78) 0.65
35135
1. MIN¥IUUUsEAUUTEADY 9/48 (19%) 4/35 (11%) 5/13 (38%) 0.05
2. mildenagiiduiusiinaiieseadieseeume) 5/48 (10%) 3/35 (9%) 2/13 (15%) 0.60
3. nMsldenegifuiuyiindun 34/48 (71%) | 28/35(80%) | 6/13 (46%) 0.03
3.1 Rituximab +/- steroids 7/48 (15%) 5/35 (14%) 2/13 (15%)
3.2 Rituximab + alkylator agent (cyclophosphamide|  8/48 (17%) 7/35 (20%) 1/13 (8%)
or bendamustine) +/-steroids
3.3 Rituximab + purine analogue (fludarabine or|  3/48 (6%) 3/35 (9%) 0
pentostatin)

3.4 Mycophenolate mofetil + steroids 3/48 (6%) 1/35 (3%) 2/13 (15%)

3.5 Lenalidomide + steroids 2/48 (4%) 2/35 (6%) 0
gnanduiusdindy 10/48 (20%) | 9/35(26%) | 1/13(8%)
sysupsueituluien a ’“s’uﬁs?lmmumi%’ﬂmm%gqqmﬁw 13(1.1-1.8) | 13(1.1-1.6) | 1.8(1.1-22) 0.31
wn/ma.) TugthendshidrdlnFedissusanying
seAuTUsALAS 9N (W3 TuledisdliinglaBesa| 0.4 (02-21) | 04(02:21) | 1500228 | <001
LAY
nadnselan1euailasunIsSNE

« Meagauysal (Complete remission) 17/55 (31%) 15/38 (39%) 2/17 (12%) 0.06

* MELNEIU9EIU (Partial remission) 6/55 (11%) 4/38 (11%) 2/17 (12%) 1

« amglmdenlsifity (Persistent renal dysfunction) | 19/55 (35%) | 15/38 (39%) 4/17 (24%) 0.36

« dhgnnglnFesasvezanting 13/55 (24%) | 4/38 (11%) 9/17 (53%) | <0.01
FeIn 8/57 (14%) 3/39 (8%) 5/18 (29%) 0.09

M13197 4 wadnsynslanendanisugnatelealugdae ITG

=1
N13ANYI

M5LAR ITG 9
(recurrent ITG) (A)

AsARAINN1SSNY @)

gty (Au) ‘

Alpers Wagmnz™ 1 5
Korbet wazane' 4 2 2-5.75
Nasr hagaus’ 5 3 1.5-6
Javaugue Whaymuy’’ 2 1 4
FINNATANY 12 7 1.5-6
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Tsalndniau ITG Lﬂuiﬁﬂiﬂamagé’maﬂmé’ﬂLauﬁwu
ey wuveelutivery 50-70 U anngueamsiinlsadaly
wunalnidiau duiusiunisiilsanga lymphoproliferative
disorder wag monoclonal gammopathy Qﬂaaméfw
gmsuan Susiusluilaane dindeaumseonuiludaane
ANUAulanngs wazamzladen’ n1snsIananenSiven
lasinwudnuae membranous pattern 1158 MPGN pattern
#in immunoglobulin G &g complement C3 lﬁﬂaaﬁ@
NINTINLNBIgansIALBLANATOUNUANYME organized
microtubular deposits filnatasgda Insfivuinves
microtubule U11PLANI 30 Wiluluas Fesdivuuiuduy
WU parallel arrays nssnwilu TG laganngdndawiniulse
Fumtlafinine1vesUaeidundn waglinadnsmsladia
Tunsdifilinulsasiumislafinineuwuaimianissnuéalal
TaLau mi%’ﬂwﬂurﬁﬂa8‘1'71'3'?51m’mﬂ'awﬁwﬁﬁaﬁﬂ@wm
Uszaunsaivesidovalsale uaznadwsmalafnugniy
nguiinslsasin madidulsaves TG dndunuudesiu
Aoely wanidngnniglanedesssveraninelige vonaini
mﬁﬂqﬂfhalmﬁﬂwumilﬁmﬂu%wm ITG lgige agrslshinn
Lifitevialunisugneanela
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