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uasiinaasuudaclumriniinnsvinnuaedls Ganalanneideaung) Lﬁmﬁﬂuﬁumﬂ%ﬂ%?{mq el
waniaeensldenlungu RAS inhibitors $auris limaslsien aliskiren $9fu Kanarb® lugtlagiununuvidetinng
N9 lALNNIed (GFR <60 Raaams/ani) luwuzainldinislden ACE inhibitor $9u7U Kanarb® Wwazmag
vanaganslien  ACE inhibitor 398U Kanarb® ‘lu;jﬂwﬁﬁqu”lmg@mm‘[mmem ( diabetic

nephropathy)

HNAUBNENAUNNFARE Kanarb®

1) Ketoconazole: (systemic exposure) UTunaden Kanarb® Aisnaniglasu dednlaarnanuin linswaanudunug
srudnesssuenldeniunan  (AUC) iNaudugaswinialisantiusn  ketoconazole AaUAIATANAIN

svalmszSannniinislifen Kanarb® $98iU ketoconazole

2) Rifampicin ¥seeN@unAgnFilu OATP1B1 transporter inhibitors: 81 Kanarb® daifluduamsnaes OATT uay

OATP1B1iaiinslfan Kanarb® $auiy rifampicin (OATP1B1 inhibitor) AMAUC 28481 Kanarb® 1Nautlsean

46 wh saiulduusinldminnslden Kanarb® fanfu rifampicin WeRnsldsandLeAdmdn OATP1B1

Y v '
o = o o ¥ =

transporter inhibitors a8 (143 cyclosporine) U3N1tuen Kanarb® N519n1elasy anaiiady Asiuassadiiig

ANNIZATEI

HAUBNET Kanarb® NdAag12y

'
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1) Warfarin:  f9AMNGN&IaauAIanshazindanamans i lasunansenuatnamiuddniainislisontusn

o

Kanarb®

2) Atorvastatin: A1 AUC 2184811 atorvastatin La active metabolite Tl lf5unansznuainnislisaniven Kanarb®
seatpNdndugegaaasen atorvastatin lwiden (Cmax) waz active metabolite WKAW 1.9-1¥IuAZ2.5-1¥

ANNATAL



3) Digoxin: AMMNundsaauAansaz creatinine clearance 1898 digoxin W lAunansenuannsldisaniven
Kanarb® g@214A1 Cmax 184811 digoxin s 30% FevhudpnusiudecAnnussauen digoxin agnqlnadn
elanriuen Kanarb®

4) SupsFenBug: o Kanarb® liflqnamiianiwiedudaalal CYP4so

v

nsldlusyndnasnssivisaliunmg

UNAIATTS

817M128NNEIALAFLITLL renin-angiotensin @1xnsanaliiAinANERlnRLATNAETIRYRINIIN IWATIT
a A ¥ s ~ ¥ -« y A = ' .
WaTMIINUINiA  (neonate) ednslienguillundieisassd  nisldenesngralnumsesiaszuy  renin-
angiotensin  Tusendnasapsssilulnsunandesuazanulanuduiusiuniniiadunsereanisnluassiuaznien
wsniim NneN19zAMNARIainAN NAN19 neonatal skull hypoplasia luiitTaa9z(anuria) nazlaanasvianiah
o o v WM v < T oA aa X a H o o . . o a ]
dundulduazlalduasielu@edin wenaniidneanunisiinniziiasdes (Oligohydramnios )&uilegiudn
a1aidunanianin1sannisyinauaedinlunisn  nnezinasteslunstiiiaAnuduwusiunininniag  foetal
limb contractures, craniofacial deformation Wag hypoplastic lung development WATUANANNTETINLTEIANT
Hannzeaaanaunmun naznianasoAuiadiluased  (intrauterine growth retardation) uazlspviaaaiaen
o 1o a X o A iy | o R DI A e e o Aa XA
Walawsinitia (ductus arteriosus)gapsiatmaeiduriu Deudddellidunuidndnmnnisaivantifinauiiiasan
malafueiisela Walafimuminasanudiiniasinseiiiaauamganislden  Kanarb® isangawinniaz
Wuldls annsldnsdszasdmanitldinazdunaannnisinnanluassilasuannig intrauterine sz lulnsung
WINIR9NT9AIeS  Hnnsdaiaugmliadeandn  luanuadindnuslauasnianluassdiilanialasuangu
angiotensin Il receptor antagonist Inganzlugassnsstinsunanuiaunmnedanslidayatiatnignees atnslsf
suiagiaaiinsssnssfinnTuwnmepasinisusin gpen Kanarb® liiangawinnasduldls dmiudn
d‘lz‘ e Yas 1 . . . . Yo
nennidszdRaesnslafuenlungu angiotensin Il receptor antagonist N4 in utero AvslaiuNandunmlania

Tunisiianazanndulaiingn lufitaganay (oliguria) uwartnunadasluaengeatnlnddn

wed IiunLng

felaiduingudnen Kanarb® gndueannianiiuntesuysevize liusen Kanarb® gndleannieuinuuaeaniyism

o ?:/ =2 1 o val k3 d‘ 1 dy v %’ = v a A !

Aatiuaalduuzinliiniglden Kanarb® lusnsaieduszeziasynsdaaiiunmnuies psiinsindulainendn
= dgl ¥ g 1 ol = =2 o o fdl Yo

pasHNTsReNyAsAnetuNnesie s Asugpen tnaiansniepnd Aty restsrlamunsaasldsuann

ANs N uMAn

ANF N sy aan

Tusupnlasnstaesen Kanarb® laanistszidu ludihaanuan 406 Au G9laduen Kanarb® Tuawis 60 fis

A o

120 Haaniuidungn 4 fs 12 4l angilalsannusulaingsianun 852 aungnAndendinilunisdnm
aa -di a Y o v % o ° d’/d v d‘ Yo
nepanniediassiiuaNtaendaresen (Fuudeyadiuanutlaenis) lusuuilidilee 85 Aunlafuen

Kanarb® Liluwaiuusinndmizawiniy 6 e aan1s liialsvasrdaulunieg lussdumnuguusslasauialu



na1e Wiegesdansauazainisiiietuliduiusiuawnaaesen

v 1

1=t ol =
21INT NN T2 AIANNLUATHNTT 89U

1 dl = S| dy vl 1R & o ¥ U d’j
Ueaafgalaun danfsueuasiiudsey u@ﬂfafmuvl,mumma;ﬂmmﬂumﬂ?mqﬂm\m PNATTNAWNANY

a

(a7 N9 A AN ARINAINAN

WUINUEN
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Kanarb® luszdunauduiusasinauiuey  anaazi

AnduRusvzelull s aanuduius (definite, probable %38 possible) ARN1ITIENIUANNNITANHINIARTN

21N15 N5 RIAUBIEN Kanarb®a1nn1sAN=#I19AR AN UNAINTSLLDIEIIES

NIWNaN

FTULDIEIE AANDARINITINA? 21N19
1 a =<
L wulas UnpAsweey, N
ANRALINANIeTELLLTEam — — —
wulddes wrdaluaN 9998N Uqnluinsu
L R . Tdaunevies, andew, Aauld, anis
ANRALNRresTLLAueng | wulddes o 3
AT UAIULULDIYI DY
pnEaUnFlesin ) uazLFad N gounde, AvniAnmieuiidngels
_ wulsltas o
UTN1781 nAfatl (sensation of foreign body)
enlmiFunngau  (eulad ALT?,
Ahnsaanunevieatfimnng wulsias WAL AST WNTWY), INAALABALANTL,
s¥mu CPK® Tudemiiuay
ANRAUNATELUMGRUNE laua -
wu'lites la
N39980
e T
srUUNANNLeNTEAnuATHaiEe y y
a [ £ A £ = £ G
4L wu'lddes ndulenszen, davzananuiiiain
e
P ¥ d . T s
sruURauTlalaziieiee ludula . . _ 3
L wu'lddes AL, ANNEHARNIZT
Rl
A [ v
SLUUNADALAEA wulsities Fouquan
a a ) o &
ANRAUNRTRITULRINUG UGS o B o
wu'lites adenzin lludasa

D gnnsldtszaesrnilannsineadasiuen Kanarb® luszsu certain, probable %38 possible

2 ywylgdasunn (21/10): wules (21/100, < 1/10): wuldies (21/1,000, <1/100); wuses (=1/10,000,

<1/1,000); Wutaginn (<1/10,000); Tinsy (awnsadsziiiulaandayawinniiat)

IALT = ulmfazanily azilunsuawmalsa

AST = euladieannfimyn axilunsuamasa

9CPK = laulmirnianu waalnlaiua




N7 15U NWIU AKAZNNTTNEN

o ¥

a al' o Yo a s Yo a a a & (%
Jifdayaneaiunisladiuen Kanarb® Auawialusysel aanisuanspeanislasuanfuamnamiaziinauls
Aa Avsulatinsn uazvidlawiugy; eansilasudienaiiaunainnisnsyfussuulssamiunssin (vagal

, _ Coa b oo ve o . on s a o .
stimulation)  #nn@1nNsANAUTalinANATL  AdglasunsfnEuLudsyAudsvees  wavsaliifuinsudnen

Kanarb® gnduasnainnatasnliniasiuniswenlavzeld

Y o @ a ° o = 2
Ad i uNUENA YW (A1nSuenanwingi)

¥

Tfidaya

AN192N19WALTNI

1) AaLfiven Kanarb® Tuniausntawiuaiin uuztindiagaiiy Kanarb® lugnmnives (iiuzo°C) lugilnenl

laaruuaa
2) AruiLEN Kanarb® livnglnatasiuannilawin

3) Tunsin Wiin1suanssqen Kanarb esainanamiiiansdauaainiiie lUvizenadulifedlszasdsine 7
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gIAPADLNANIUIA 60 NAANTN: 3 WENUAZLADT x 10 151A / NAD

fIAPADLNRNIUIA 120 HARNTH: 3 WHILAZADT x 10 1A / NADY
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Vaganunngs : 107,109 wiunsls, unuaesn, Sudud, Hasile, tn1ua



JUANLNIWBNA1IANTILIEN

30 4ng1AN 2024

wdnlag : U5 Fadm Wfun aarin, ngamne, Uszinalne
wanzidensniuen :

AU TiALA 60 NN, 1C 15009/65 (N)

AU BHALA 120 0. ¢ 1C 15010/65 (N)



