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Abstract : Evaluated the Changes of Renal Function in Chronic Kidney Disease
Patients Who Regularly used Non-Steroidal Anti-Inflammatory Drug After
1 Year Drug Withdrawal Compared with Control Chronic Kidney Disease
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NSAIDs are widely used; however, they are also
nephrotoxicity with both acute and chronic effects on
kidney function especially in chronic kidney disease
(CKD) patients. Currently, it is not known whether natural
history of NSAIDs kidney disease in a long term if we can
stop drug usage. This study was a prospective controlled
cohort study when cases were CKD patients stage 2-5
who had discontinued NSAIDs and control were CKD
patients who did not take NSAIDs. After enrolled study,
all patients were evaluated for etiology of CKD and
received standard medical care for CKD including ACE
inhibitor or ARB, blood pressure target < 130/80 mmHg.
For NSAIDs group, types of NSAIDs kidney disease were
classified as 1. hemodynamic mediated acute kidney injury
2. acute interstitial nephritis 3. renal papillary necrosis
and 4. NSAIDs with other kidney diseases. Intensive
counselling of NSAIDs toxicity were endorsed to all
patients and NSAIDs prescription were not allowed during
study. The study divided into two phases, the first phase
(first two-three months) was designed for treating NSAIDs
kidney problems and the second phase (next 12 months)
was for caring of CKD. A control group was enrolled at

the second phase of the study. Result of the study, there
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were 48 patients enrolled in each group. For NSAIDs
group, increasing of eGFR for 4.3 ml/min in the first phase
followed by 0.9 mi/min per 1.73 m” in the second phase
were observed. For control group, the second phase,
decreasing in eGFR for-2.3 ml/min per 1.73 m” per year
were observed. Comparison between groups a difference
during second phase were 3.2 ml/min per 1.73 m’ per
year (p-value = 0.071), but total difference in eGFR were
5.2 mi/min per 1.73 m’ per year when combined phase
1and 2 (p-value =0.017). Inthe first phase, the most eGFR
improvement was observed in acute interstitial nephritis
group (32.0 £ 45.3 ml per min) and then hemodynamic
mediated acute kidney injury (6.0 £20.0 ml/min). In second
phase, there was marked improvement of renal function
in renal papillary necrosis group (6.5 + 9.4 ml/min per year).
Conclusion: Our results indicated that avoidance of
NSAIDs used in CKD patients for 1 year were associated
with improved renal function. It was important to know
type of NSAIDs kidney disease before treatment
because it may effect outcomes and prognosis.
Keywords : Non-steroidal anti-infammatory drugs,

Chronic kidney disease, Renal function
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?;I’mzm Non-steroidal anti-inflammatory drugs (NSAlDS)
Huenfifinnsdetrsunsvanaustnaideselaneszasdu
WAZITEIZENY 'IcvmL@Wﬁ:@ﬂqgiiﬂimLsﬂmmmiwmmﬁ
nsvgpEnszezenas A Lredafiedln Adld
vnmsfnsieLssfiumsinnuzedlandmieaen NSAIDs
e 1T Wdtlaalselnidesszesd 2-5 Adus5hlden
NSAIDs sieifles Weufugiaelsnlndeizasiieai
sl 331400 NSAIDs iunguasupmmsadnnsineg
vageangalldFunisinasuauguasisela szazaedlse
191é@%@LL@:@LL@Timiméﬁqmummﬁm AYTLANAIINA
Tnelidihmnesnng 130/80 Tadwmatlsen tnesen enalapril
w3 losartan dwELngu NSAIDs finnsudumudunen
ieARaseTiaaaslsalnann NSAIDs & 1. hemodynamic
mediated acute kidney injury 2. acute interstitial nephritis
3. renal papillary necrosis Lag 4. NSAIDs sanriulsna
”lmf;@%ﬁ'uq e ldsuA L g AL NSAIDs 23
Ansunisugaeiunan 1 1 nisAnsutiaiuaasdag
foeiinile szEznangasiiasAanwInainnve At
NSAIDs uaznsinmutlsznnaedsn dasfiaes szes
1981 12 iBewimen Wunsinnlsalniseiuazen NSAIDs
Imﬂﬂ@jumu@m:tﬁqzjmiﬁﬂmm\iﬁmn HAN9ANE
Hauaugilianguay 48 318 A1 GFR lungu NSAIDs Az
Husnannlugosusnanidl 4.3 Sadanssewn? wazifisdu
0.9 finAamastawii/. 73 1 siell lugasfiaesniiings
mumuﬁum GFR anad -2.3 HAAARIAauIN/1.73 .
satl WraAnluANLANANG 3.2 mi/min per 1.73 m? Al

T ldled1Atyn19aDs (p-value = 0.071) WadAsF

AN GFR sandastoanudnnisiusnaalalungs NSAIDs
ATGININGNAILAN 5.2 aRARIsiaw /.73 1.2 HildAty
NNADA (p-value = 0.017) lasuunnisiusaaedle
pslszinnaeslsnlafiAinain NSAIDs wudnludaausn
Wumfﬁluﬁqm@ﬁmmnqmluﬂ@ju acute interstitial nephritis
(32.0 * 45.3 RaRANTABUNN) ANNNIFE hemodynamic
mediated acute kidney injury (6.0 * 20.0 HadaRIAaUT)
dnsfigadia renal papillary necrosis (6.5 * 9.4 NARART
siewnfinat)) agnisugann NSAIDs sievies 1 Tlugulas
Tsnln3esaillszsildaneteriioninldnisinamu
104laRTun19AiadaTiinvaslzalaainegn NSAIDs
fanudnAysanisineuazneananilan

AANALY : aULAaNLAL non-steroidal anti-inflammatory
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azaAn13idng end stage renal disease %dﬁﬁﬂ%’ﬂ"]ﬂ@d
wuanntiRvesaniaulsalauuzsi g nfniez
ImdesmaniaganisléFuenngs non-steroidal anti-inflam
matory drugs (NSAIDs) lLaz COX2 inhibitors” L"fim@’m
fuadusielaisrezdunarszazans naselaluszazdy
AT lfinan1glnna@aundu laun hemodynamic
mediated acute kidney injury LLa¥ acute interstitial
nephritis’ ngadnadedgeiaviedildFuanlauw’
adadnlane@uunduinaenunnislanedes ta
lannznadiinendanmill acute interstitial nephritis®®
nMsANEINAnIENUsanisineaedlnszaza1alunsil
fiflnaslden NSAIDs saiilestadpaudnudaiumey
ArukAnA1sluAENTuazng Nl szans N Anw
nsAnefiaginindamnindenaedlnaninlugged
fillsalmdenagAnnaziniglden NSAIDs saumnnndn
5,000 {In"® dauntsnundilinuaaudiuinlungs
angfanndn 60 1 waziiAinisvneuseslaiigendn
60 mi/min per 1.73 m” %ﬂuﬂzg'uﬁum%m’l,ummngmdw
2,500 Lia wTe 3,000 nfumaanadinfluililaone
ANAU" 2 meta-analysis agtldnnislden NSAIDs 11
Unilugtlanlsnlniess 4ui 3 ldifinanuidessedla
anudldlurungeedesiaiiios” SanUszasdasmnis
AneiiteAnsnsnsuudamisineumedlamiagan
NSAIDs flaan 1 1 lugithelsalniesszesd 25 7l
Usz3hlden NSAIDs teailfilhelsnlndesszazifanty
flaifiulsz R4 NSAIDs meluanuideudungupaunn
uazdasAnEnnilasunlasAanisineusedlang
weme NSAIDs ueintiaelungy renal papillary necrosis,
acute interstitial nephritis ILAa¥ hemodynamic mediated

renal failure
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RuRARNATIINETLNaNTEUN TN TR RNT I NSAIDs Lazi3a cyclooxygenase-2 inhibitors lwiaa 3 1Aaw

newdnisdnen 2. Hengssus 15 Taulluastugendnsmulasnisinm inousidaeantaun 1. A1 GFR < 6 mi/min

per 1.73 m? 2. @siadlpaast 3. Tsanzi3a 4. frheinnsfinmaguuss 5. lspduuds nquacuanaae gileuanlsalnisaisscey

2-5 NURARINNNIFNEN ITenENLNaNTzIN el 1N LR Lse TRnNs 14 NSAIDs waz1isa cyclooxygenase-2 inhibitors

melu 3 v 2. angraus 15 Taul wasiiusendnionlasenisfinm inusidneaniduipeniungu NSAIDs AdunsAne

Tneinga NSAIDs fiaesinu pre-enroliment sveiz 2-3 auanizinguasLAnazidng enroliment phase AILNWORLAA

nsnsdanwviesliRnIsFua

1. Pre-enrollment §£8IZL9a1 2-3 Lﬁ'ﬂuL’aW’]‘zﬂfojN 2. Enrollment LazMSHAARAIN i‘zf;l?.:mmﬂ;l:'\'iéu
NSAIDs Iy 12 1Fau (Faud 0 AuAeud 12)
WINFU (Yufl 0) m99a creatinine, GFR, CBC, Nl NSAIDs
Ultrasound kldneys (11 renal biopsy, CT kidneys
LmﬂmmmwrmwaﬁmﬂmmLL@”Qﬁma‘) - CBC, creatinine, electrolyte, albumin,
LDL cholesterol, GFR, urine protein, urine
F99] creatinine, GFR '3’14‘17{ 7,1,2 LL@;‘:‘?]I 3 LAD1 creatinine ‘luﬁ@uﬁ 12
779 CBC, creatinine, electrolyte, albumin, LDL
cholesterol, GFR, urine protein, urine creatinine n@:umuau
- CBC, creatinine, electrolyte, albumin,
LDL cholesterol, GFR, urine protein, urine
creatinine ‘luLﬁfau‘?i 0,12

PRE

izﬂ:ﬁ 1 pre-enroliment phase (LQWWW@'N NSAIDs)
fqnsjmngiite 1. 3fadelsnlnitesiRnuazlselaainen
NSAIDs (tlatunsefinedesaning unemelsaladass
iRa1nan NSAIDs) 2. Snennnazlnaneidaunauannan
NSAIDs Q’ﬂquvlﬁ%ummmmﬁ@mu,@:ﬁm*m:ﬁugm
1aun complete blood count, BUN, creatinine, electrolyte,
albumin, LDL cholesterol, uric acid, urinary analysis, spot
urine protein-creatinine, ANWATU glomerular filtration rate
Tneildgms CKD-EPI tnefin1anaa creatinine, GFR 4l
7,1, 2 uay 3 1Heu lsAlaiinann NSAIDs wiihuaie
TAnelRunaL (acute ontop chronic kidney disease) me
e 303 THeNuNA st LAZLIIMNINNINE Fail

TRanendeunNaL (acute ontop chromc kidney disease)
MUNEE9AN serum creatinine LAY > 50% 184ANLAY
ey 7 Ju viTandasnuiarl serum creatinine anad =
50%'* NINLANNITANZLABARTIA creatinine WINTLILAY
77 % mﬂ&u%mmLwijLﬂu‘ﬁimimiummﬂ@'uﬂ@ﬂﬁ@

1.1 hemodynamically mediated acute kidney injury
Aadulnafiansuzilaanaziilu bland sediment uag
AL AL 72 Falua HAnsvinanslafiaa
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LARUA 12

1.2 acute interstitial nephritis 2aguaNnKa renal
pathology Tpafiansnninlusefinansatlagiasny
SnEen1auarlinuTeanuamnsTetiaasia s
proteinuria = 1.0 nFu/du vdensiiilaanelainsuanive

1aneissanunefern serum creatinine lagnlag
13d1Ai 50% anAnAn A1eli 12 dla1E neruainnisiane
{@0n creatinine UINFULALA 3 HaY AMntaz Ll sELAm
ngueiagaaniiuaasilszinm A8 2.1 NSAIDs with other
CKD (Lfll'ﬂ‘v\l‘]_ldﬁzﬁLﬁﬂiiﬂiﬁléﬂa‘/ﬂﬁﬂﬁﬁﬂﬂﬁﬂ NSAIDs)
WAL 2.2 renal papillary necrosis TAazNINITdIMIR
%u‘ﬁuﬁ’m uA urine analysis, urine protein-creatinine
ratio WA ultrasound KUB nsdifinudnlafianaidnyised]
medullary calcification a0 ultrasound Az@4ATIA
non-contrast CT scan 2@4La%38 intravenous pyelogram
guna CT Tnesadunme 1 v Sslansumeazidanae
guasuarengsunneisale 1 viau inousiafiadeldaag
DeBroe tsznaudag 1. sunslafidniaednanuaouay
LWL anterior-posterior dimension A1n axial CT slice 1a4lm
Fisuvinia hilum ludednRndnfAgaasuaeanisindaand
103 uay 96 fadwmsselaudazinaisaasdnelumane
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Tneilseemenineazanuses® laaauisinAsesesmdn
gaslpitliraentlunnsfnmni Adldnnseulnenendny
1. 900l 2. seulArgaszyite 3. aeumin anduasl
inse Tneinse 1 Aedlmdngesdnesaniueeuvidn 3 see
fadne 1ngm 2 lndnaasdnaganiu calcified renal papilla
WAZ INTA 3 MNERNTNLR RN Q’ﬂw%&mﬂu
NSAIDs uaznguaruaNazlafunislsziduamnaadlse
”lmé@%‘”aﬁlﬂui‘wﬁfmmuLmeqmmgmié’LLd diabetic
nephropathy, glomerulonephritis, hypertensive
nephrosclerosis and renovascular hypertension, cystic
kidney disease, chronic tubulointerstitial nephritis LLag
obstructive uropathy Hilaeiaz iR UL a4 NSAIDs
wazneinEaw ielduganisldely 1 3 Smedaden
faunmpestufindayanislden NSAIDs ftusaniu
n3aadaLn1slden NSAIDs angsuideunaaanisfne
nnssnELeNTsTEae AR NN IATULLINNS5NEN
mmﬂmmnfiuéﬂqm%mmmjmﬂﬁ%mmLL@”LuF}m
mm@im?ﬁ;aﬂmm: enrollment phase

538127 2 enrollment phase sﬁjﬂqa‘%\m@ju NSAIDs LAy
ﬂ@'umummﬂﬁ%‘umﬁ“ﬂwwm@imLﬁ@mmmmmu
Immummmu‘lﬁ@umiummﬁ 130/80 NadLNATLIAN
Bugn enalapril 9178 5-10 DaAn3usasy wazilsuda
aurmenaunatavung 20-40 Aaanfusadu lunsdl
intolerance 19811 losartan 50-100 faAnsuAaTY Nacine
pouAuAnAUlildazldFuEnANsuluA AusannAe
amlodipine 10 8aansuFadi atenolol 50-100 HaanFu
a1 hydralazine 200-300 NaANTNARTU LA furosemide
iafiennisuas luiFes proteinuria reduction Htihusne
AR ALTUR LA R Brseu proteinuria Fadus<1.0
nfu/Au Dl uneanssfy proteinuria<0.5 n¥u/du
sluﬂmj‘lﬁl proteinuria éll/\i pi>1 nfufithmnaan proteinuria
157250 % annenasu filagazldfunsaaLauszl LDL -
|$Hnn 100 Ha@nsuReLAEARS Baeien simvastatin 1N
Ansnugiaavn 4 wauliiluszazioan 12 haunaznsma
Besuasilagnnziiionsy 12 1Feu

NNIANUIIUNAFAR IR NUANENTIHLIA N3
AR GFR lulselnitasiszesii 2-5 Aa 6.6 mi/min
per 1.73 m*/year A1 SD WAL 9.9 WAZANATINAIUEALIN
NSAIDs aziinlsidn GFR ATufesas 50.0 118N 3anaq
184 GFR {4 3.3 ml/min per1.73 m%year azlaAn
&%= 76.03 finvunlHANAILAN ANTBIN TN AFE S
Wiy 3.3 (6.6-3.3) wazNIUUAMEAT 0= 0.05 81114
nanagasFeaay 80.0 azlAauusneting 41 Mesangs
Lﬁﬂﬂa‘ﬁﬁﬂqmﬂﬂmnmsﬁﬂm%‘@mz 20.0 AU9UA202IN
mwumiﬂﬂm 49 9nusangNIAIITITRYAAILNT
LANUAIATNT mm@mm”mummLuummﬁmm@lu
silfatarauANmNIzaN newdAsziazian1sAne
dannsnszansvesdeyaiili normal distribution Tnamaga
Kolmogorov-Smirnov azA1 skewness coefficient
WBauifieusaulsdeiiasszudnangy NSAIDs funga
PoUANLLLAMsLTAUATA paired t-test FausUfawLS
categorical 194 0# chi-square tagiAn P value Haendn 0.05
fadlAnudAtyneaia

nsANEERELatNgN NSAIDs 1adu 48 euazngs
muauﬁﬁw_jﬁjﬂwimimgﬂ‘?\ﬁ‘xmlﬁﬂqﬁuﬁqéu 48 98l
FavualdFunnsinanauasy 12 deu lngldfisnela
panaNNsANE T 1 Whisuifessmnsszinangs
wudlndiReeiuludnu engade S ot Tspsan ldun
W ansulatiagaunazlsaviala anmsuesisale
lunguAruANI@IMRAaIN glomerulonephritis 1NNG7
Tungu NSAIDs Anlufesar 31.3 uay §euas 6.3
AL esannnisAnmilidendsunguasunnann
T9alA2059 stage WA AAudNRFIadius stage
Lﬁ@@mﬂ Somers'd test WLIANHAMNABAARBINTUANATA
(p<0.001) Tusnudeyanisinm SuuEn A LEUR L E
1AEN enalapril ¥38 &1 losartan 2andeauNAean i
laiumnsingriu
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ANWUL NaN NSAIDs (48 918)  NANAIUAN (48 5181) p-value

21¢] (mean) 68.4+11.9 64.7 £13.3 0.185

Tunnneusne (Alaniu) 645+ 115 63.7+10.4 0.724

» Hypertension 44 (91.7) 46 (95.8) 0.687

« Coronary artery disease 3(6.3) 4 (8.3) 0.902

» Unknown 10 (20.8) 10 (20.8) 0.514

« Diabetes mellitus 9 (18.8) 11 (22.9)

« N9ZAWY 5 (10.5) 4 (8.4)

CKD stage

» Stage 4 23 (47.9) 26 (54.2) P<0.001*

ANUAUENANNALLARE 21214 2515 0.207

%8N Losartan 11101248 65+ 24.2 85+ 24.2 0.423

saagluaniduuansauauionas, lauaavgilag CKD stage 2 ingrzdanuauias
*Somers dtest A1 p < 0.001 ¥ingIfiNsL1l7 stage NG NSAIDs iunguAaLANdANaduus T lunaagarni

ﬁﬁmmm‘[m%lun@ju NSAIDs Wiiiilu hemodynamic mediated acute kidney injury 24 3¢ (3aaaz 50.0) acute
interstitial nephritis 2 518 (Fagaz 4.2) renal papillary necrosis 9 918 (3a818218.8) wazlag 1341 48 T’]f;l‘*?llmafﬂ (NSAIDs
with other CKD) Lﬂuﬁnwmx‘ﬂimimé@%@@mmﬁuﬁ’lmﬁqmmﬁ renal papillary necrosis kazlinuanszaaslnang
BeunaulaT 81 NSAIDs fimeaany 3 §rsuusnlfur Diclofenac, Ibuprofen LAz Mefenamic acid ANNAIFL WAL
mﬁlﬂﬁéﬂqﬂﬁ’fﬂwﬁw 3 Lﬁﬂud@ulﬁﬂﬂ’mﬁmﬂmgﬁ 3,625.3 + 5.215.0 9N (AN9197 2)
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A15197 2 Aansnuzstlhauazdayamsldenlungau NSAIDs

ANHUE AUIU (5REAL)

n3naseismlnannen NSAIDs

- Hemodynamic mediated acute kidney injury 24 (50.0)

T9plmizas

- NSAIDs with other CKD 13 (27.0)

- Diclofenac 26 (54.2)

- Mefenamic acid 5(10.4)

« ANRAEIUIALT NSAIDs 3,625.3 £5,215.0

NAANFIEAL hemoglobin, N13aalusAulutlagnziiennnnlyl 12 e laiunns1eii wa systolic blood pressure 184
ngu NSAIDs f1N3NgNALANSENIINEAATUNNADA (-8.6 + 26.2 HaALuAIL90, p-value = 0.032) 10U diastolic

blood pressure ldFnaiu (A5197 3)

A19199 3 NAANEMeSNELLELLTILSEUININGN NSAIDS WASIRNATLANTEUING

LARAUN 0 - LAAWN 12 (enroliment phase)

nax NSAIDs NANAILAN
AN p-value
parameter ,
WANANY (2-tailed)
AU 0 AR 12 WmAu 0  LAau 12
Hemoglobin (NFusaLAGams) 11.1 11.4 11.5 11.5 0.3+0.2 0.303
DBP (Nadtunsilsan) 75 74 72 73 -1.1+19.1 0.702

AN GFR 1581 0 789N44 NSAIDS UWATNENAILANAD
30.9 WA 29.0 mi/min per 1.73 m* (ldumnpaneaiam)
Taengu NSAIDs uﬁmqmmﬁﬂmﬁuﬁumm GFR0.9%+9.7
ml/min per 1.73 m’ mmzﬁﬂ@jumuauﬁm GFR anns-2.3
+6.8 ml/min per 1.73 m? ileR1AsNes match T test Wil
ANLANFNTBY GFR Tungu NSAIDs gandnnguAILAN
3.2 %a"t:iumnﬁfwmjwﬁﬁﬂﬁwﬁm (p-value = 0.071)

WReuiley GFR Aeufl 12 AU Pre enroliment wud
A1 GFR Ngu NSAIDs §9n9MNgNAILAN 5.2 feumnsing
at9ldudAtynneais (p-value = 0.017) (gﬂﬁ' 1)
nsulaeunlasuesAneds GFR i 12 \ABUNAINE A
NSAIDs WeinA1al CKD stage WUANRARLTY 1.9, 0.2
uaz 1.7 ml/min per 1.73 m*lu CKD stage 3, 4 a5
ANNANAL
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519 1 ALaRY GFR 531 NNAN NSAIDs WASNANAILAN UM Pre enrollment LAAUN 0 WAz
e a v 1 Y (=1 % 1
waamamINmMssnEll 12 thau Tag GFR €94 Pre enrollment aLAau#l 0 urayaannngu

NSAIDs

P=.017*
< >
P=071
35
< .
31.8
30.9
30
e
26.6 ikl
29 - -
25 26.7
20
Pre enrcliment Feuo Fean 12

o 54|05 == @ e control

AfiA Paired-T test : p-value =0.017 (IE/Ls£%3 19 NSAIDs fiUnguAILANTLsAlasseziagari

nsulasunilasaas GFR wanmuaiinlsalangu NSAIDs wudndas pre enroliment faiiiau 0 T3m hemodynamic

mediated acute kidney injury LA acute interstitial nephritis 1 GFR NT1 6.0£20.0 LAY 32.0+45.3 ml/min per1.73 m’
ANAIAL eI lUsTUINAmauN 1-12 1 GFR Afilungs hemodynamic mediated acute kidney injury Lazanadlungs

acute interstitial nephritis (-0.910.4 W&z -7.5+2.1 mi/min per 1.73 m? mxaaL) suzigiaelungu renal papillary

necrosis LA NSAIDs with other CKD aziiuualiin GFR Aaulaanudfinay 6.5£9.4 WAz 1.57.8 ml/min per 1.73 m?

(A13799 4)

A15197 4 msilaguuilasuas GFR wanmuilssinnuaslsalalungs NSAIDs

dszinnaasisalanga MUY H29 1 daii 2 FINARIT
NSAIDs (fasaz) pre enroliment LAAU 12-LA8aU 0 LAAY 12-pre
enrollment
Hemodynamic mediated 24 (50.0) GFR WN6.0£20.0 GFRaM-0.9+10.4  GFR N 5.2423.3
acute kidney injury
Acute interstitial nephritis 2(4.2) GFR WWN32.0+45.3 GFR &M -7.5:2.1  GFR W 24.5+43.1
Renal papillary necrosis 9(18.8) GFR am -1.2+15.8 GFR I 6.5£9.4 GFR N 5.3£17.2
NSAIDs with other CKD 13 (27.0) GFRWN 0.525.4  GFR NN 1.5¢7.8  GFR ¥ 2.0%6.2

lunqu renal papillary necrosis Agilaeiauawyivdn 9 9181 { 7 918 ALAFUNTINN CT KUB 8n 2 918 ilunnsiilade
a0 IVP wudndanlugiazetlu classification 3 Ineiauialadnuazaeulnagussidudennulugiaannae nusison

medullary calcifications liwuselamenisasndnuesln’® aunasinausn g CT KUB waAaNHME renal papillary

necrosis (gﬂﬁ 2)
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mm\‘m 5 namsmg2aNL CT KUB "luwﬂqzl renal papillary necrosis wsaummmmm NSAIDs

M (n=7)

auAla (mm)

o AUNARE AN
Wilae (LWA) aauln calcifications o classifications
. 3 NSAIDs (n§)
A9 el
1 (1) 87 97 10ulRU392 149 Brufen (1,092) 2
2 (ry) % 89 woulanguse 2 dnq Brufen (876) 3
3 () 102 87 m@uimgmz 2 49 Diclofenac (46.8) 3
4 (2y) 86 80 ‘IJ@‘]Ji[ﬂ‘IJi;‘IJ?L’ 0 Brufen (4,368) 1
5 (ty) 90 95 waulpugase 2 49 ANT 3
6 (1) 100 102 woulpugase 2 419 Voltaren (93.6) 3
7 (ry) 89 85 woulaugusy 2 419 Brufen (3,600) 3

gﬂﬁ 2 7N CT scan 4/ non-contrast WAAIANEUE renal papillary necrosis

1. n33pvalaluuuy antero-posterior diameter hag

nwmww?m;w:

331501

nadnenifléua pelTiiTiunaRsia lEAIEAEN NSAIDS
w12 wisnlugilaangs NSAIDs Tnafinisnaupuiiade
ping fidanusussaunusulafinngs NSAIDs fiandn
n@umumm\‘mwmmmﬂ@mmmwmm@@LL@”m@NLﬁu
nadaIAEeBY NSAIDs A1 GFR azitufaannanaluszes
ApARauLINNAIYALN Andlu 4.3 mi/min uaziady

0.9 ml/min per 1.73 m” i1l ilavgAeuazinnnsieallan

£
o

12 oUW IUEAINGUAILANTIUAT GFR anad -2.3 mi/min
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