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Phenotype standardization for drug-induced kidney
disease

Ravindra L. Mehta"'®, Linda Awdishu®'®, Andrew Davenport®, Patrick T. Murray®, Etienne Macedo®,
Jorge Cerda®, Raj Chakaravarthi’, Arthur L. Holden® and Stuart L. Goldstein®

Table 9. Phenotypes of drug-induced AKI

Tubular Interstitial Glomerular Crystal-Induced
Type of Cytopathic or Inflammatory Nephritic or Nephrotic syndrome; Intracellular deposition or
injury toxic injury Thrombotic Microangiopathy intratubular obstruction
Mechanisms ~ Mitochondrial Hypersensitivity ~ Podocyte or endothelial cell damage  Osmotic, obstructive, or
damage reaction epithelial cell toxicity
Common Aminoglycosides  Penicillins Bisphosphonates Phosphate
agents Contrast PPI Hydralazine Orlistat
Vancomycin Calcineurin inhibitors Sulpha
Indinavir

Reprinted with permission from Koyner JL, Thakar CV: Acute kidney injury and critical care nephrology. NephSAP 2017;16:111-169, original Table 6, p. 148. PP, proton pump
inhibitor.

Katnyoplomoinon tou ¢atvotumou tTng vePpplknic PAABNC amod dpapuaka
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ACUTE INTERSTITIAL NEPHRITIS.

By W. T. COUNCILMAN, M.D.
(From the Sears Pathological Laboratory of Harvard University.)

Prates XXXVII axp XXXVIIL

Deristrion.~—An acute inflammation of the kidney characterized
by cellular and fluid exudation in the interstitial tissue, accompanied
by, but not dependent on, degeneration of the epithelium; the exada-
tion is not purulent in character, and the lesions may be both diffuse
and foeal.

This condition was first described by Biermer (1). He found the kid-
neys of a child four and a half years old, who died of scarlet fever, greatly
swollen, the surface pale, and on microscopical examination showing in-
tense infiltration of the connective tissue with lymphoid cells. He con-
siders the formation of lymphoid tissue here analogous to that found in
typhoid fever, The cellular infiltration is more marked in the pyramids
than in the cortex. E. Wagner (2) describes a similar case, in which,



Tt elvat n O¢elo QapaKeEVTIKN

Nedpitda?

* Mua avoooAoyknc apxnec BAaBn tou
SLapECOU VEPPLKOU LOTOU KOl TWV

ocwAnvaplwv
e Xoapaktnpilletal amno
— OAeypovn tou dLapecou Lotou
e Oibnua, 6tNBnon amno Asukokuttapa
— AinBnon tng cwAnvaplaknc LepBpavng
— BAABn vedppkwv cwAnvapiwv - cwAnvitda
— Aladpopou BaBuou ivwon



Ertudnuiodoyia tng OAN

AVETITUYUEVEC XWPEC: > 70% Twv OAN odeilovtal ot
dappoaka. 50% OTLC AVATTTUGCOEVEC.

EvuBuvetal yia rtepinov 20% twv ONB xwplc
NPOPAVEC AlTLo

1-3% o€ OAec vedplkec Bloyiec

13-27 % otic Bloyiec e ONB

H entimtwon tng avéavet:

— Ab&énon moAvdappakiog

— Mpavon TANBUGHOU (AIN 87% e nAwpévoug vs. 64% e VEWTEPOUC)

— EukoAotepn evtaén Plodiag veppol otn KALVIKA TTPOKTIKA

Cameron JS. QJ Med 1988; 66:97.
Goicoechea M, Nephrol Dial Transplant 2013;28:112.
Haas M. Am J Kidney Dis 2000;35:433.



Baolkog pnxaviopog: KaBuotepnuevn avtidpaon vmnepevalobnoiag oto
avtlyovo. O xpovog mou pecoAaBet yia tnv ekdbnAwon OAN petd €kBeon
oe papuoako, 10 - 14 pepecg, utodnNAWVEL TUTILKR €KOAAWON OUVOPOUNAC
mov oxetiletal pe T-cells

Mnxaviopot aviibpaong :

2XNUOTLOMOC QVTIoOWHATWY ameuBeiag tpog to pappoko( my
nipokatvauion)

Moptlakn pipnon: kown apwvoéikn aAAnAouyia pe kamolo/kamota
aVTLyOVa VEPPLKWY CWANVapLwy

“p-1” patvopevo: apeon aviibpaon Tou GapUAKOU HUE CUYKEKPLUEVO T
urtodoxea f ouykekpLlpevn MHC mpwteivn

To pappako n petaBoAitng tou (armtivn) pe pa mpwieivn petadopea
SdtnBouvTtal kat ekkpivovtal Sta pEoou T BAOIKAC LEUBPAVNG TWV
owAnvapiwv otnv kKukAodopia




®ddaon Avtiyovo , ,
, ®daon PuBuwong
napovoiaong

* MNapouaoiaon avtyovou * EKAUON KUTTOPOKLVWY,

ota SevbplLrika gvepywv pulwv O, amno
KUTTapa T Aspdokuttapa,
 Evepyonoinon T Hakpodaya,
KUTTAPWV oudetepodha
® Evepyornoinon e N glvBeon ECM amod
pakpodaywv, WoPAGOTES
woBAaotwy, e AujBnon twv
oudetepodilwv owAnvapiwv ano

oudetepodha

®aon
EktéAeong

* MNapaywyn npo-
WVWTLKWV TIapayovTwy
(TGF-B, PDGF)

e MEeTamIwon KUTTApWY
dlapeocou xwpou o€
woBAdoTEG

* MNapaywyn ECM
e lvwon



KAwvikn Eltkova

Mupet

AEPLATLKC
dapiiok
) |

KAaocowkn Tplada

Mupetog 27%
E€¢avOnua 15%
Hwowodia 23%

OAa padi :10%

JUTTTW AT

wy Int. 2010;77(11):956]

PLKAC AELTOUpYLOC

yUVNROWCG

a < 1yp/24H)
TN VEdPLKA Xwpa

Hwénc (Sev eival mavta mapwv —
> avTLBLOTIKN aywyn)

)pHoG) (15-50% OAN) — o cuxvo o€
ola — B Aaktapeg, couAdpovauldeg,
avio o MZAQ / PPI

The changing profile of acute tubulointerstitial nephritis, Baker RJ,
Nephrol Dial Transplant. 2004;19(1):8.






KAwvikn Eltkova

Xpovog ano
‘EkBeon oto
dapuako

Aev uTIAPXEL
OUYKEKPLUEVOC
3-5 nuepec (og 2N
ekBeon)
ERSopadec-
unveg (1n
ekBeon)

JUTTTW AT

wy Int. 2010;77(11):956]

PLKAC AELTOUpYLOC

yUVNROWCG

a < 1yp/24H)
TN VEdPLKA Xwpa

Hwénc (Sev eival mavta mapwv —
> avTLBLOTIKN aywyn)

)pHoG) (15-50% OAN) — o cuxvo o€
ola — B Aaktapeg, couAdpovauldeg,
avio o MZAQ / PPI

The changing profile of acute tubulointerstitial nephritis, Baker RJ,
Nephrol Dial Transplant. 2004;19(1):8.



KAwikn Ewkova

DaPHAKEVUTLIK
Katnyopia

AVTIULKpOBLOKA  B-AQKTOUEG Huépecg — Pupaprikivn:
JinpodpAofacivn EBSopadec amd Aocosfaptwpevn
YouAdovauidbeg  tnv Angn Ye Sladelmovoa xopnynon

AvVTIOWHOTO EVAVTL TOU GAPHLOKOU

PPI 1992 n mpwtn 10-13 Mo Aria ONB amo avtiBlotikd aAAd Kok
avadopa eBSopadeg npoyvwon: 50% mnepimou v avaktouv MANPwWE
NG VEPPLKNC TOUG AeLToupyia.
Yrovatplatpio Kot uTtopayvnoLotpia

5- Slomabng Ambruzs 2014 : IgA vedpomnabdela (24%) kat OAB
OUWVOOOALKUALK  dAgypovwdng (19%). Amob66nke oto ASA. Apyotepa Bpednke
a EVTEPLKN VOOOC OAN kat xwpic ASA. Apa lowc: e€wevTepLKN

ekbnAwon. MapakolovOnon aoBevwv

M2ZAOD OAa 6-18 pnveg >60 €TWV, CUXVN XPNON, OTIAVLEC EEWVEDPLKEC
ekONAWOELG, NTLOTEPN LoToAOYLKA BAABN
BeAtiwon PZA prveg peta tnVv SLaKomn tou



Epyaotnplaka Evpnuata

* Kpeatwivn: awpvidia avénon n otadlakn Ama avénon mou dev eUminteL otov
opLopo KDIGO (50% twv OAN pe Bloyia )
* Hwowodhia (> 500 EOS/microl) 25-35% : moAU xpr: uo. Eyeipet umoia yia OAN

kal aAAepyLkn aviidpaon oe pappako (dev ival evail 110G SeiKTNG OUTE ELOLKOG :
veomAaoieg, aBnpoepuBoAikn vooo, ayyetittdo — Mrme a eival Ara § anovoa)

* TKE, CRP ouyva avénueEveg

* Avaluia : peiwon mapaywyng ENO KCXW w Vv pAeypovni

* JwAnvaplakn SucAettoupyla : pmopek TOKOALOLULOL,

unepkaAtatpio 1 N2O — mpoooxr ot Mpocoyy ot pa Ao aAAd BN TLUEQ)

ouvexn avénon tng
Kpeatwivng. Av tnv
ayvonoouue,Ba odnynoet
o€ kaBuotepnuévn
Sdtayvwon t¢ OAN kat
EYKOTAOTAON TNG WVWONG

* MNpwtewvoupla: oxedov mavra (>
yp/24" (ektOG 0V — OTIOVIWG- CUVU]

lwg<1
arno M2ZAQ)

* Hwowodhoupia: >1% twv WBC o. .0 Toug dev

amokAeiel tnv dtayvwon OAN. Yrtapxo.

* FeNa : pmopet va eivat > 1% (lowg amno t.

Nephrol Dial Transplant. 1998;13:12-16




MUKPOOKOTILKN €EEETALCN OUPWV

20%
) «AdLadopo»
/\EUK?KUTTaPlKOl 1Tnua Muoupia : 47-57-80% - Lo cuxva
KUAW6poL oe OAN oo avtiBLoTikd
3-15% Awpartoupia : 50% (20-80%)
zMuelovedpitideg RBC kUAWSpoL: n mapoloa TOUC
YrepTAQOTIKEG 2N ATOV OPKETH] YLOL TOV QTTOKAELOHO TNG
OAN. Ze pelétn (2014): 29% OAN
Oute edikol/ oUTe ue Bovia
gvaioBntol SwAnvaplakd Kuttapa ko

KOKKLWOELG KUALVOpoOL: Ewe Kat 80%
oav ekdppaon BAAPBNC Twv
ocwAnvapiwv. Apa n vTtapén Toug
OV MPEMEL VAl KETUKUPWVEL» TNV
O2N

Clinical Kidney Journal, 2019, vol. 12, no. 6, 808—813

Muriithi AK, Leung N, Valeri AM et al. Biopsy proven acute interstitial nephritis, 1993-2011:
a case series. Am J Kidney Dis
2014; 64: 558-566




NewTtepol BlodelKTEC

CD4+ T cells

Th1: INF-y, IL-2,IL-12

Th2: IL-4,IL-5, IL-13

Th9: IL-9

TNF-a, IL-1B IL-6 IL-8 IL-10

al & B2 pikpoodalpiveg Enavappodouvtal oto AU&non toug ota ol pa
EYYUG CWANVApPLO

MCP1 YYeTileTOL OTEVA HE TO low¢ MPOYVWOTLKOG pOAOG
Sldpeco oldnua ko tnv ™G BAAPNG kot AA petaéu
dAeypovi OAN kot O2ZN

Urinary TNF-a, IL-9 Auénuévocg oe ONA AA og OAN kot O2ZN, AAAeG

vedpomabeleg
Aoyoc ota oupa M1 Auénuévoc oe OAN AA avapeoa og OAN kot

Hokpodaywv (mpo AAAeC vedpormaOeleg

dAeypovwdn / M2

HokpodAaywv (avtl JCl Insight 2019; 4(10): pii: 127456.

pAeypovwén) Pediatr Nephrol 2017; 32: 577-587

J Am Soc Nephrol
17:2919-2927, 2006 Clin J Am Soc Nephrol 2010; 5: 1954-1959



o Yroia : KAWVLKN ELKOVA + EPYQOTNPLOKA EUPTNHOTOL
elOLKA av uTtAPXEL XpoVvIKN aAAnAovuxla LE TNV Xpron
KATIOLOU VEOU PAPHOKOU (etdikd av sivat suvrhdng vromntog!)

 Time line pe €kBeon oto pappoko kat ONB

e InMavTkn: kaBuotépnon /un dtayvwon =2 tvwon
Sidpeocou Lotol =2 gEnynon tou 40-60% XNN o€
acBeveic peta eva emetoodlo OAN

KAWLKN ,
-
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Bioyio Neppou

High power light micrograph of acute interstitial nephritis
showing diffuse interstitial infiltrate of inflammatory cells on
the right and an uninvolved glomerulus on the left.
Courtesy of Helmut Rennke, MD.



WBC

Bloyia Necbpou oo

owAnvapLo

H cwAnvaplakn pepBpavn dinbeitat amnod d))\svuovwén
KUTTOPA LE TN XOAPAKTNPLOTLKA €KOVA TNC “cwAnvapitidoac”
ko prgn tng Baotkng cwAnvaplakng pepppavng (BeAog)




BLOL|JLOL Necl:pou

" Tawas D - e S L S
PN - < -
- ,‘.\q_ e . | yyavtokuttapa, erudBnAloedn kuttapa | R 3»
CDAevu AwiBnon | R N e N me— - g
™ /‘ - ‘." "’—S - "" . - 3 .Jw.("-." —‘\.? - - " _;d
v . ', . . : - s A y _— : ‘ - = - .

KOKKLWHATWOELS oXNUATIOMOL Utopel var cuvumdpyouv omavia, cuvwc otav
ouvOuAleTal PE KOKKIWUATWOELC KATAOTAOELG, OTIWC capKoeidwon A umopel va
oxetilovtal pe emibpaon KATOoLU GAPUAKEUTLKOU TTAPAYOVTA, OTIWE
Bavkopukivn, outpodAroaoivn kepaloomopiveg.



Bioia Nedppou

Av kal n Bloyia gival onpavtkn yla AcBeveic e ofeia
’ ’ owBnon kuttapwy,
TNV 6Layvwon aAAa Kal yia tnv XWpig OUAEG OTOV Aot

, ElvaiL mbawvo va

MPOYVwWOn , UTIAPYoLV TtEpLBwpPLA vothoouY Ty

Beriwong: e

 AEN umtapyxel eva cvuotnua
TaElvONoNG Kol EKTLUNONG TNG
Baputntag tng vooou.Consensus
KPLTNPLOL TIPETIEL VAL UTIALPXOUV

* Aldpeco oldnua : o€ % OXL «NTTLO»
CUETPLOY : KOAUTEPN OVTLUETWTILON
Tou aoBevoulc / kaAUTepN
EPEVVNTLKI TIPOCEYYLON

*  QAeypovwbdn kUTTAPA ELOLKA YL

OAN: iy Th17 kUttapa otnv OAN




Oeparneia




Oeparneia

ApXIKEC avadopeg, umootnpllov OTL N
Slakorr Tou umevBuvou attiov , apkKel.

Opwe, pHeyaAUTEPEC HEAETEC KOl LE
pneyaAvtepa follow up amokdAuvpav €va
ONUOVTILKO aplOpd atopwv Tou  dev
avEKTNOOV TNV VEDPLKA TOUG AsLtoupyia,
0€ T0000TO paAlota aro 30-70%.

Pusey CD, Saltissi D, Bloodworth L et al. Drug associated acute interstitial
nephritis: clinical and pathological features and the response to high
dose steroid therapy. Q J Med 1983; 52: 194-211.

Kida H, Abe T, Tomosugi N et al. Prediction of the long-term outcome in
acute interstitial nephritis. Clin Nephrol 1984; 22: 55-60.

Laberke HG, Bohle A. Acute interstitial nephritis: correlation between
clinical and morphological findings. Clin Nephrol 1980; 14: 263-273.
Bhaumik SK, Kher V, Arora P et al. Evaluation of clinical and histological
prognostic markers in drug-induced acute interstitial nephritis. Ren Fail
1996; 18: 97-104.




Oeparneia

* H wbavikn Bepameio tnc OAN dev eival EekaBaplopevn

* H ammoTeAECHATIKOTNTO TNEC OLVOOOKATAOTAATLKNG
Bepamneiog Oev €xel emiBeBalwBel amod eAeyXOUEVEC,
TUXOLLOTTOLNUEVEC LEAETEC

* ApPKETEC MEAETEC MapaATAPNONC Exouv deléel, OTL N
ypnyopn evapén KopTtikooTEPOELOWV OXETI(ETAL UE
KaAUTEPN VEDPLKA TTPOYVWON

* Muwa avadopa touv Appel to 2008 yia tn ue)\ém TOU
Gonzales 1o 2008 oto Kl , utootnpilouv TNV XpNon
YAUKOKOPTLKOELOWV OTNV Gepansta NG SLapeonc
vedplitidac

Gonzdlez E, Gutiérrez E, Galeano C, et al. Early steroid treatment improves the recovery of
renal function in patients with drug-induced acute interstitial nephritis. Kidney Int 2008;
73:940.

Appel GB. The treatment of acute interstitial nephritis: More data at last. Kidney Int 2008;
73:905

Muriithi AK, Leung N, Valeri AM, et al. Biopsy-proven acute interstitial nephritis, 1993-2011: a case series. Am

J Kidney Dis 2014; 64:558-566
Prendecki M, Tanna A, Salama AD, et al. Long-term outcome in biopsy-proven acute interstitial nephritis treated
with steroids. Clin Kidney J 2017;10:233-239.
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see commentary on page 905

Early steroid treatment improves the recovery of
renal function in patients with drug-induced acute
interstitial nephritis

E Gonzalez', E Gutiérrez', C Galeano?, C Chevia®, P de Sequera®, C Bernis®, EG Parra®, R Delgado’,
M Sanz®, M Ortiz’, M Goicoechea'®, C Quereda®, T Olea®, H Bouarich®, Y Herndndez’, B Segovia' and
M Praga’, for Grupo Madrilefio De Nefritis Intersticiales

[MOAUKEVTPLKN avadpouLK LEAETN

14
61 patients with biopsy-proven DI-AIN, 52 of i)
whom were treated with steroids. .
The responsible drugs were antibiotics (56%), non- 107
steroidal antiinflammatory drugs (37%) or other 8.
drugs.
6.
. . . . . . 4.
The final serum creatinine was significantly
lower in treated patients while almost half of 21
untreated patients remained on chronic 0 - - - : - - .
. . 0 10 20 30 40 50 60 70
d Ia |yS IS. Interval (days) between offending drug withdrawal and onset of steriod treatment

Figure 1| Correlation between the delay in steroid treatment and
final Scr.

Among treated patients, over half showed a
complete recovery of baseline renal function,
whereas the rest remained in renal

failure.
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Acute interstitial nephritis: clinical features and response to
corticosteroid therapy

Michael R. (.'!urkmn]. Louise Giblin®, Fionnuala P. O’Connell’, l‘;itriukﬁfJ'Kullj.,:‘ Joseph J. Walshe”,
Peter Conlon”, Yvonne O'Meara’, Anthony Dormon”, Eileen Campbell” and John Donohoe”

60 aoBeveic pe dStayvwon OAN pe Blogia
92% MZAO

Aev BpeBnke dladopa petaéL twv aacBevwy rtou AaBav i oxL
KOPTLKOELON

 MeyaAn kaBuotepnon yia tn Broio (MO 3 eBdopadec)
* MeyaAn kaBuotEpnon yla TNV evapén Twv KOPTLKOELOWV



Oepamneia oe aocbeveic pe cofapn OAN

Av coBapr) ONB pe peyaAn LotoAoyLkn
gvepyotnta n/kot avaykaia / mbovn tnv
HD oto enopevo 24/72wpo

apeoa oy ia kot Evapén koptikoeldwv (Lelwon TS vwong)

lv Methylprednisolone 500-1000 mg X3 nUEPEC

aKoAouBoupévn armo

Prednisone og 66on 1 mg/kg / day (max 40 -
60 mg) yLa touAaxiotov 1-2 eBdopddeg




Oepareia oe aoBeveic xwplc apeon avaykn yio HD

[ Possible DI-AIN?

i = AKI, AKD, or rapidly progressive CKD

- ] of unclear etiology
Identify and withdraw
the offending agent(s)

= Sterile pyuria or urinary WBC casts
l * Patient received drug associated

« Eosinophilia and/or rash
with AIN

Supportive care and monitoring
kidney function over next 3-5 days

v v

Kidney function Kidney function not
improving improving or worsening

" v

Continue Kidney Other Treat underlying

monitoring biopsy* » diagnosis disease process
Kidney function AIN with AIN with
worsens > 75% IF = 75% IF

Prednisone o€
doon 1 mg/kg /
[ Contraindication to steroid use? | day (max 40 -

No Yes 60 mg) yua

Conservative TouAdxLotov 1-2
management | Corticosteroids l ‘ Other agents ] eBSouadeg




Oeparela

Melwon tng

BeAtiwon 1-2 npdvigovng ava MkpOTEpN
eBbopadeg 10 ms kaBe 3-5 Helwon Heta,
UETA TNV HEPEC EWG TN EWC TIG 4-12
Bepaneia 6oon twv 10 mg eBOOUASEC
/nuépa

JNUELWOELG YL
Bepaneia

 OAN amno M2ZAQ®: dev amavtolv ocuvnBwc otal KOPTLKOELSN

* To KOpTIKOELON €lxav KAAUTEPQ amoTeEAECUATA OE uTToOMAdA
aoBevwv pe vPnAotepn IL-9 ko PZA (Blodelkteg kat Bepareia)

Moledina DG, Wilson FP, Kukova L, Obeid W, Luciano R,
Kuperman M, Moeckel GW, Kashgarian M, Perazella MA,
Cantley LG, Parikh CR: Urine interleukin-9 and tumor necrosis
factor-a for prognosis of human acute interstitial nephritis
[published online ahead of print October 28, 2020]. Nephrol
Dial Transplant



[Mpoyvwon

KaBuotepnon OoTNV  QIOKATAOTAON TNC
erauvwnq >3e30

OAN arno MZA®

oo aPEG LOTOAOYIKEG OAAOLWOELG otnv Bloia
poU  (KOKKwpata,  Olapecn  vwon,
ow NVapLaK OLTpO(I)lOL) AMOTEAOUV  KAKO
TIPOYVWOTLKO OELKTN

O¢eia kaBapon arnatteitat cuxva kat povo 10%
Oa napauswst o€ KaBapon

H arokataotaon tng veppikng Aettoupyiag 6ev
givat mAnpng kot to 40% TOAPAUEVEL UE

aUENULEVN TLUN KPEATLVNCG



> NILELWOELC YLOL TO OTILTL

H avtidpaon oto ¢pappako dev eivat Soocoefaptwpevn kat urtotporr) tng OAN pmopet
va epdoavioel pe TNV ek VEoU €kBeon oTo GAPLLOKO.

O KAWVLKOC YLOTPOG TIPETIEL VAL TIPOCEXEL LA TTLaL dAAA ouvexn avénon Tng
KpeaTwivng. Av tnv ayvonooupe ,6a odnynoetl oe kaBuotepnuevn dLayvwon tng
OAN Kol eykataotoon TtnS Lvwong

H pikpookoriki e€€taon ovpwv AEN divel maBoyvwpovikad eupipata, oAAd Bonda
Neodtepol Blodelkteg

H dtdyvwon tng amo ta KAWVIKOEPYOoTNPLOKA eupApata eivat SUOKOAN Kal TIPEMEL val
uTtdpxeL uPnAn KAWLIKA evatoBnoia edLka o aoBeveic mou AapBdvouv apketd
dappaka. 2e autouc n oy ia veppol €xel onuavtiko poho otn dtepevvnon tng ONB

Ye KABe aoBevn pe Lotoloyikd ertBeBalwpévn ofela dtapeon vedpitida, mpémnel va
yilvetatl mAnpng SL1ayvwoTIlKkog EAEYXOG YL OAa Tt OXETL(OMEVA alTla, KAOWC EKTOC o
T GAPUOKA, UTIOKELUEVO CUOTNUATIKO VOO O UITOPEL va UTTIOBOCKEL Kal val eivoll
uTteVBOUVO

40-60% XNN oe aoBeveic peta €va eneloodto OAN: onpavtikn N €ykatpn dtayvwon
Aev eival BEBatn n PeAtiwon tng ONB pe tnv dtakomn tou pAPUAKOU TToU EVBUVETOL
Ye coPBapri OAN: KopTIKOELON

O xpovocg Evapénc Toug oxeTiletal pe TNV vedppLkni mpoyvwon



Euyaplotw yLa TNV mpoooyn oog

b00 x 1000




Av QTTOTUYXEL N apXLKn Bepameia

Patients who fail to respond to initial therapy
— We use MMF, 1 to 2 g orally daily, in

patients with biopsy-proven AIN and
documented failure to respond to or withdraw
from

glucocorticoid therapy. Patients should be
started at a dose of 1 g daily in divided doses
and

titrated up to a dose of 2 g daily, if tolerated



