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Oupiko ogu

Oupik6 ogu: eTepokukAikn évwon (CsH,N,O,)
*  AXpwpn

*  KpuoTtaAAikn

« Xwpig ooun Kal yeuon

* [lpakTiK& adlidAuTn OTO VEPO

KukAo@opei 0To aipya o€ TTooooTo TTEPiITTOU 98% oav avidv oupikou JovovaTpiou,
OUVOEDEUEVO EAAXIOTA HE TIC TTIPWTEIVEC TOU TTAACUATOC KAl N OUVOEDN QUTH
ecapraral amd 1o PH, Tn Bepuokpaacia, TO I0VTIKO QOPTIO KAl TH CUYKEVTPWON TOU
varpiou oto TTAGoOua.




Oupiko ocu — KukAog Tou AlwTou

ARWn TTPWTEIVOUXWV
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TTOUPIVEG)

KaTtaBoAIouog
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KUPIWG 0T ouvBeon
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AlwrTo TTOU dEV
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Kal atroBAAAETal

(vegpoi, NTTap)




Mop@éc attofaAAopevou alwTou.

XNUIKA Hopen anoBaA)\éps\E
alwTou.

(E¢apTaTal atrd €idog Tou wou
Kal a1rd 1O TTEPIBAAAOV OTTOU

ouvnbwg (i)

_

»  OupikoTeAIKoi

Eptmretd, MNtnva, ‘Eviopa

=npo6 avudpo TrePIBAAAOV

ATTOBOAR alwToU PE TNV HOP®H OUpPIKOU
0¢éoc ——> AMAavroivn

‘Evrova evepyoopog diadikaaia, amraiTei

eEAAXIOTO VEPO

*  AguwVIOTEAIKOI

Yapia

Yypo 1epIBAAAOV

ATtToBoAR Trepioceuoupevou N Pe TNV Jopen
appwviag (NH,)

EAGxioTa evepyoBopog diadikaaia, atmraiTei
agBovia vepou

*  OuploteAikoi

AvBpwTTOC, OnNAACTIKA

‘Eva TuRua tou alwTtou atroBAAAETal PE TNV
Mop®n oupiag kal éva GAAo cav oupikd o&u
Aladikacia TTapaywyrg oupiag oTo ATTaP
Aev gival 1I81aiTepa evepyoBOpoG Kal dev
ATTAITEITAI TTOAU VEPD




[Mopeia Tou OupIikoU 0gE0C dIa JECOU TWV AIWVWV

H petaBoAikr) 0d6¢ Tou Oupikou OgEog

Ww

Pwo@opUAACEC TTOUPIVIKWY  ATTauivdon TnC youavivng Oupikaon
NoukAgoaidiwv m
[ YTtrogaveivn ]> [ =aveivn ]> [ Oupikd Ogu ]> [ AANAavTOoivn ]

O&e1ddon TnC =avoivng O¢&e1d6don TnC =avdivng




Alaxeipion Tou Oupikou OZEoc atrd Toug VEQPOUG

RENAL HANDLING OF URATE

Exeitios e e Filtration i & >
5-10% - . ‘

Post-secretory Secretion| Pre-secretory
reabsorption 50% reabsorption
40-50% 99%

Proximal tuble lumen Na* / anion
cotransporter

N

Proximal

\ 7
ABCG2 Na+  Anions RAT 1 Glut9 E
! tubular
1
1
1

cell

e

Basolateral membrane

(=)

o Others

Peritubular capillary




XpNo1uoTNTa TOU OUPIKOU 0EEOC OTOV AvOPWTTIVO
OPYQVIONO;

»  To oUpIKO 0EU WG I0XUPO AVTIOCEIOWTIKO

» To oupikd o¢u Kkal N 6p6ia oTaon Tou avBpwITToU

» H veupodieyepTikr) dpdon Tou oupIiKoU 0EEOC




OupIkO 0&U «CUPPAXOGC» Nl «AVTITTAAOC» TOU
avOpwWTTIVOU OpyaviouoU?

” EZEANIEN Tou avBpwTtTou: aAAayn Twv dIATPOPIKWY TOU OUVNBEIWY

XopToPAYoGs
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H €€€EAICN TNG avBpwTTIVNG KoIvwviag Badioe

TTapAAANAQ PE TNV ECEAICN TWV AVOPWTTIVWV
OIATPOPIKWY oUvNBEIWVY
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Oupikr apBpiTida

” * H kopwvida, n o eVTUTTWOIAKA Kal BopuBwdng ekdAAWON 0€ KAIVIKO ETTITTEDO

aTr’ OAEC TIG TTPOAVAPEPONEVEC TTaBNOoEIC: Ocgia oupikn apBpiTida N TTodAypPa,

vOOOC TWV TTAOUCIWV N vOoocC TwV BaagiAIddwyV

* No&oog 1Tou dlapkei xpovia kal xapakTnpiletal atrod eviovous TTovous oA AEN

BavaTwVEl.

« ToTte yiati T6o00¢ B6puPoc yia oupikr apBpiTida? MATTWS Ta TTpaypara AEN eivai

aKkpIBwWG £1017




loTopikd Oupiknc ApBpiTidacg

«H ac0évera Tov Baciiémv ko 0 Baciilag Tmv aclever@v»

éyac ANECavdpog KapAopdyvog KdapoAlog V Eppikog VIII "ewpyiog IV O. AuyouoTog
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REVIEW

=) \Metabolic syndrome, diabetes, and hyperuricemia

Changgui Li®, Ming-Chia Hsieh®, and Shun-Jen Chang®

Purpose of review
To explore the causal relationship Between metabolic syndrome, type 2 diabetes and hyperuricemia.

Recent findings

The prevalence of hyperuricemia in male adults with metabolic syndrome was increased and a large
difference in prevalence of metabolic syndrome also existed in those with hyperuricemia compared with
normouricemia. Even in those with normouricemia, higher serum uric acid levels were associated with
metabolic syndrome. Serum uric acid was an independent risk factor for incident diabetes, and evidence
showed that the patients with both gout and type 2 diabetes exhibited a mutual inter-dependent effect on
higher incidences. Furthermore, obese patients often demonstrated insulin resistance and adipose tissue
macrophage with low-grade inflammation, which is suggested to be the major contributor. Although
alcohol intake is considered a risk for developing hyperuricemia, moderate alcohol intake showed a
lower risk for developing type 2 diabetes and insulin resistance. Hyperinsulinemia reduces renal excretion
of uric acid on the proximal tubular of the kidney leading to hyperuricemia, which has deleferious effects
on endothelial function and on nitric oxide bioavailability, thus causing hyperinsulinemia.

Summary

We found evidence to suggest that insulin resistance plays a potentially key role in the causal relationship
between mefabolic syndrome, type 2 diabetes and hyperuricemia. Furthermore, it is likely that
hyperuricemia and insulin resistance share a bidirectional causal effect.

Keywords
hyperuricemia, insulin resistance, metabolic syndrome, type 2 diabetes

Curr Opin Rheumatol 2013, 25:210 - 216.
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Hypertension, its treatment, hyperuricaemia
and gout

Terence J. Gibson

Purpose of review

Gout is increasing worldwide. An appreciation that hyperuricaemia and gout are associated with
hypertension and chronic kidney disease is well established, but the cause and effect relationships are
controversial. Studies which address this conundrum have been reviewed.

Recent findings

Epidemiological surveys have confirmed the strong relationship of gout and hyperuricaemia with
hypertension and diuretic treatment. There are multiple confounders such as obesity'and alcohol
consumption which despite adjustments make interpretation of the epidemiology difficult. There are data to
suggest that hyperuricaemia itself causes hypertension and renovascular disease, and that lowering of
serum urate may assist in control of hypertension. The mechanism for diuretic-induced hyperuricaemia may
operate through volume depletion and reduced secretion of uric acid. The latter effect may be genetically
influenced.

Summary

Recent population surveys have strongly supported the association of gout and hyperuricaemia with
hypertension. The prevailing explanation that renal dysfunction causes both phenomena or that they are
caused by shared factors is challenged by the evidence that hyperuricaemia drives hypertension. A
confounder of epidemiology studies is the use of diuretics for treating hypertension. A closer understanding
of the mechanisms of diuretic-induced hyperuricaemia may lead to the creation of uricosuric diuretics.
Losartan is exceptional amongst antihypertensive drugs in possessing mild uricosuric properties and
therefore has a role in treating hypertensive patients with gout. Overcoming diuretic-induced
hyperuricaemia is difficult and there is need for a uricosuric diuretic.

Keywords
losartan, renal tubules, urate transporters, uricosuric

Curr Opin Rheumatol 2013, 25:217 - 222




Uric Acid Is a Risk Factor for Myocardial Infarction
and Stroke

The Rotterdam Study

Michiel J. Bos, MD, MSc; Peter J. Koudstaal, MD, PhD: Albert Hofman, MD, PhD;
Jacqueline C.M. Witteman, PhD; Monique M.B. Breteler, MD, PhD

Background and Purpose—The role of uric acid as a risk factor for myocardial infarction is controversial, and little is
known about its role as a risk factor for stroke. Recent evidence suggests that uric acid may be an important causal agent
in cardiovascular disease, for example, by inducing renal disease and hence hypertension. We investigated the
association between serum uric acid and coronary heart disease and stroke in a large prospective population-based study.

Methods—The study was based on 4385 participants of the Rotterdam Study who, at baseline (1990 to 1993), were =55
years of age, free from stroke and coronary heart disease, and had blood taken. Follow-up for incident stroke and
myocardial infarction was complete until January 1., 2002. Data were analyzed with Cox proportional hazards models
with adjustment for relevant confounders.

Results—Average follow-up was 8.4 years. High serum uric acid levels were associated with risk of myocardial infarction
and stroke; age- and sex-adjusted hazard ratios (95% Cls) for highest versus lowest quintile of uric acid were 1.68 (1.24
to 2.27) for cardiovascular disease (515 cases), 1.87 (1.12 to 3.13) for myocardial infarction (194 cases), 1.57 (1.11 to
2.22) for stroke (381 cases). 1.77 (1.10 to 2.83) for ischemic stroke (203 cases). and 1.68 (0.68 to 4.15) for hemorrhagic
stroke (46 cases). Adjustment for other vascular risk factors only slightly attenuated these associations. Associations
were stronger in persons without hypertension than in those with hypertension.

Conclusions—Uric acid is a strong risk factor for myocardial infarction and stroke. (Stroke. 2006:37:1503-1507.)




MEDICAL PROGRESS

Uric Acid and Cardiovascular Risk

Engl J Med 2008; 359:1811-1821




MnATTw¢ Ba ATav 0pBOTEPO va MIAGUE via ...
OYPIKH NO20O7??

XapaKTNPIOTIKA oTAOIA

ACUUTITWPATIKA UTTEPOUPIXaIUia

Oc¢eia Oupikry ApBpiTida

Ytrotpotmialouoa o&eia oupikry apBpiTida

[Mpoxwpnuévn oupikr voooc (To@wdng oupikh apdpiTida)




[Mopeia Oupikric Néoou

YwnAd emimreda Ytmorpomidouoa osia
oupikoU o&éog oupikn apBpiTida

‘Evapén
TTPOXWPNHEVNS
‘Evraon mévou vooou

A 01 kpioeig yivovTai
MEYOAUTEPNG BIAPKEIOG |

Kol EvTaong

1n oéeia kpion

Xwpi¢ oupTITHOTO

Mikpétepa pecodiaoTipaTa
XWpIG Kpioeig




MoplakO¢ unxaviouog traboyeveonc OupikAg
ApBpiTidac
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[MaBoguaioAoyia TG oupikNG apBpiTidac

” H @Aeypovwdng avrtidpaon otnv oupikr apBpitida kal To gAcypovoocwpa NALP 3
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Opiopoi

YTIrepoupIxXaipia
To 98% TOU OUPIKOU 0&EOG OTO Aia KUKAOQPOpPEI WG OUPIKO HOVOVATPIO
KdabBe Ty oupikou o¢€og > 6.8 mg/dL Bewpeital utrEpoupIXalyia.
2NMEI0 KOPEOHUOU oUpIKoU 0&Eoc: 6.8 mg/dL utrd @uololoyikéEG ouvBnikes pH kal
BepuoKkpaaciag

Oupikn apOpiTida

PAeyuovwdng TTAONoN Twv apBpPWOEWV TTOU EUPAVICETAI OTAV CUYKEVTPUWVOVTAI
KPUOTAAAOI OUPIKOU POVOVATPIoU OTIC apBpwaoelg 1 o€ AAAOUC 1I0TOUG




EmdnuioAoyia Oupiknc ApBpitidacg

2UXVO 10TPIKO TTPORANMa TTou TTPOORAAAEI TO 1-2% TwV evnAiKwY OTOV

BlounxavoTtroiNuéVo KOOHOo

H cuvnBéoTtepn @Aeyuovwdng apbpiTida oToug avopeg

2uUvnBEOTEPN OTOUC AVOPEC O OXEON ME TIC Yuvaikeg (4:1 £€wg 9:1)

O emimmoAaocudG aucAveTal e TNV NAIKIa

>7% OTOUG AVOPEG Kal TTEPITTOU 3% OTIC YUVAIKEG >75 €TWV




EmdnuioAoyia Oupiknc ApBpitidacg

Il




O emMITTOAQOMOG TNG OUPIKAGC apBPITIdAC AUCAVETAI ME
TNV NAIKia
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Mikuls TR, et al. Ann Rheum Dis 2005; 64:267-272.




[MapayovTecg Kivouvou yia Tnv Oupikn ApBpiTida

” MeTaBAnToi Mn MetaBAnToi

> YTrepoupixaipia > HAKia

> Aiaita TTAoUaIa g€ TTOUPIVEG > ®ulo

> KartavaAwan oIvoTTVEUUATOG > DUl

> [layuoapkia > [EVETIKOI TTAPAYOVTEG
|
‘ - > ZUYKEKPIPEVEG PAPHOKEUTIKEG OYWYES »  XpOvia VEPPIKA VOOOC
\ > AloupnTika

Roddy E, et al. Nat Clin Pract Rheumatol 2007; 3:443-449.




MeTaBAnToi TTapayovTteg Kivouvou yia Tnv OupIKn
ApBpiTIda: YTrepoupixaiuia

% ETTITITWON TWV UTTOTPOTTIAOVTWV
€TTEI00diWV OUPIKNG apBpiTIdag o€
d1aoTUA Avw Tou 1 £TOUG YETA ATTO TNV
TTPWTN ETTIOKEWN TOU KABE a0BevVOUg

m MaparnpnBeiceg TIHEG

NAoyioTikA TaAivépounon
n=267
100% o
80% 3
| ]
60% -
40% 86%
i
. ]

20%

0%

5(0,30)  6(0,36) 7 (0,42) 8 (0,48) 9 (0,54) 10 (0,60)

ETritreda oupikoU oTov 0pod Katd Tn didpKela OAOKANPNG TNG TTEPIGdOU £EETAONG O€
mg/dl (mmol/l)

321-325. Shoji A, et al. Arthritis Rheum 2004; 51(3):




2uoxeTion Ytrepoupixaiyiag kar Oupiknc ApBpitidac

[MevTaeTriC aBPOIOTIKN ETTITITWON
Oupikng ApBpiTidag (%)
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MetaAnToi MNapayovTec: TpoYES

I

ZXETIKOG KivOuvog oupIikng apBpiTidag

2 XETIKOG KivOUVOG OUPIKAG apBpiTIdag oTo UPNAOGTEPO TTEUTTTRHOPIO
TPOOCANYNG TPOPWV TTOU Eival TTAOUCIO O€ TTOUPIVES KOl YOAAKTOKOUIKA O€

1.6
1.4
1.2

0.8
0.6
0.4
0.2

oUYKpPION ME TO XOMNAOTEPO TTEUTITNHOPIO TTPOCANYNG

/ 1.41
7

Augnpuévog
Kivduvo
1 S
0.96 .
Meiwpévog
Kivouvog
0.56 0.58
Kpéag (n=161) OaAacaoiva Naxaviké houaia "aAaKTOKOMIKG XapnAd og Aimmapda TAouoia o€ Arrapd
(n=171) g€ TTOUPIVEG (n=102) aAaKTOKOMIKG "aAaKTOKOMIKG
(n=133) (n=101) (n=142)

Choi HK, et al. N Engl J Med 2004; 350(11):1093-1103.




MetaAnToi MNapayovTec: ANKOOA

N Augavopevocg Kiviuvog oupIKknG apBpiTidag HETACU avOpwWV TTOU KATAVAAWVOUV 2 1)
TTEPIOOOTEPA AAKOOAOUXA TTOTA AvA NUEPA O OUYKPION ME AUTOUG TTOU
KatavaAwvouv Aiyotepa atroé 1 tov ufiva (dnA. Kivdouvog = 1.00)
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Mmipa (n=45) OivotrveupaTtwdn (n=64) Kpaai (n=18)

Choi HK, et al. Lancet 2004; 363(9417):1277-1281.




DapUAKEUTIKEC AYWYEC

” DAPHOKEUTIKEG AYWYEG TTOU OXETICOVTAI ME TV OUPIKK apBpiTida

AoTripivn o€ XaunAr 66on <2g/nuépa

@c1alIdIka dloupnTIKA

doupoaepion

KukAooTropivn Kal AOITTG KUTTAPOTOCIKA/KUTTAPOOTATIKA pApHAKA

EBaupBoutdAn/trupadivapuion

NeBovToTTa

vV Vv V VY V VY V

NIKOTIVIKO 0EU

Harris MD, et al. Am Fam Physician 1999; 59(4):925-934.




Oupikn NOoOG: utrepTTapaAyWYN /KAl HEIWPEVN
atrékkpion Oupikou OgEoc

O1 veppoi
QATTOMAKPUVOUVTO
OUPIKO OEU aTTO TO
aiya woTe va

QTTEKKPIOEI aTTO TO

Y owua
N
HN \ —
| o =
H L Wik A
OupIKS 0EU S~ \ )
= 6,8 mg/dl
C 2N (0,4 mmoll) -
_—— oplIo
Oupikd AloAuToTNTAG

oTOoV opo’ OTOUG 37°C




AiTia YTrepoupixaipiag

f/

A)  YTrepoupixaipia atrd utrepBOAIKN TTapaywyr oupikoUu OZEoG aTOV OPYAVIOUO
a) [llpwtotradng

. |d10TTAONC

. 7 Mapaywyr) TToupIivwv atrd YeVETIKES BAAGRBES (S. Lesch: Nyhan, S.
Kelley — Seegmiller) k.T.A.

b)  AegutepotTadng

. 7 ECwyevic diautnTiKr Afyn TToupIvwV
. 7' EVBOYEVAC TTapaywyr] TToupIiviv (Acuxaipicec, MeTapooxeUoelc,
2 UNTTaYNGS Oykol, Ywpiaon K.T.A)




AiTia YTrepoupixaipiag

B) Ytrepoupixaiyia atrd pgeiwpévn atroBoAr) OupiKoU 0EE0C aTTO Ta VEQPA

H utrepoupixaiyia TTou oQEiAeTal O€ NEIWMPEVN AVABOAN OUPIKOU 0ZEOC ATTO T
VEQPPA KAAUTTTEI TO 90% TWV TTEPITITLWOEWV

) MeikTh Yrepoupixaipia

* Augnuévn TTapaywyn oupikou 0gEOG
*  Meiwpuévn atroBoAr oupikoU 0EEOC




OEPATTEUTIKOI 2TOXO!
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Rider TG Rheumatology 2010, Sundy JS Cur. Op. Rheum 2010




EULAR Recommendations 2006

H avripeTwirion Tng O&siag Oupikng ApBpiTidag

H atd Tou otdépaTog KOAXIKivN f/kal Ta MEAD gival TTapAyovTeS TTPWTNG YPOUUAS

O1 uYnAég BOOEIG KOAXIKIVNG 0dnNyoUV o€ aVETTIBUUNTEG EVEPYEIEG Kal O XANNAEG ©6o¢€Ig (0,5 mg Tpeig popég
NUEPNCIWG ) NTTOPEI VA ETTAPKOUV O€ OPICUEVOUG OOBEVEIQ

H evdoapBpikr) €veon KOPTIKOOTEPOEIDWV Eival ACPAAAG KAl ATTOTEAECUATIKA

AVTIUETWITNON TS UTTOTOTTIA(OUCOC KAl TS XPOVIAC oupikAC apBpiTidac
O¢paTreia PEiWONG OUPIKOU O€ AOBEVEIC E:

. YTtrotpotmdadovta 1EIcodia
. ApBpoTraBeia
. Topoug

. AKTIVOYPAPIKEG METABOAEC

Z16)0C SUA Katw amd ta 6 mag/dl (0,36 mmol/l)

‘Evapgn aA\otroupivoAng ota 100 mg/nuépa kar aug¢non katd 100 mg K&Be 2-4 ¢BOOUAdES PEXPI Va ETTITEUXBOUV
Ta €TTITTEdA-0TOXOI TOU SUA.

AANNoI avaoToAgig TNG 0&eIddong TNG EavBivng ouvioToUv eVAANQKTIKEG ETTIAOYEG O€ TTEPITITWON TOEIKOTNTAG AdYW
aAAOTTOUPIVOANG

O1 oupikoloupikoi TTapdyovTeG atmoTeEAOUV EVOAAQKTIKI ETTIAOYN
MpoBeveaidn 1 couA@ivottupaldAn ry Bev{Ppwuapdvn (Xxpovia ve@poTradeia)
KoAxikivn (0,5-1 mg/nuépa) kai/ 4 MZA®D katd Tn SIAPKEIA TWV TTPWTWYV UNVWV

Zhang W, et al. Ann Rheum Dis 2006




BSR Guidelines 2007

Rheumatology 2007; 1 of 17

Guideline
,;_;\"b'r 2Cop,

A
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~]

210)X06 SUA katw atrd ta 5 mg/dl




ACR Guidelines 2012

r 2012, pp 14311446

2012, Amer ge of Rheumatology

2012 American College of Rheumatology
Guidelines for Management of Gout. Part 1:
Systematic Nonpharmacolomc and Pharmacologic
Therapeutic Approaches to Hyperuricemia

A Rt ke ke e ke L ek P b W R R Rt N l- ek Bkt ket A Lk Atk d I_I Ak L

2{:311’[11111 oxidase 111111]_11-|r (XOI) ﬂl-'J. apy with ei-
ther allopurinol or febuxostat is recommended as
the first-line pharmacologic urate-lowering ther-
11-1 (ULT) 11_|1 roach in "'I-IlT

1 1 1.1 1 1




[MapayovTtec Makpoxpoviag @epartreiag

//

O o1oY0C gival N yeiwon Tou SUA KATw a1rd 10 onueio kopsouou (6,8ma/dl) via Thv
TTPOANWN TOU OXNUATIONOU Kal TN O1EUKOAUVON TNC OIGAUONC KPUOTOAAAWYV

AvaoToAgig TnG 0&e1ddong TG Eavlivng: Meiwon TnNG TTapaywyrnig oupikou 0¢E0G

*  AANAoTTOUPIVOAN
«  ®gBoutooTdrn

OupikooUpIKOi TTAPAYOVTEG: AUENON TNG ATTEKKPIONG OUPIKOU 0EEOC

*  20UAQIvoTTupalovn
* [lpofeveaion
«  Bev(Bpwpuapdvn




‘EvCupa Oupikaong

” » AIaoTToUV TO OUPIKO 0OEU O€ TTIO OIOAUTH KAl ATTEKKPIVOUEVN HOPPN

» H pacptroupikaon

« Agv €xel EVOEIEN YIa UTTEPOUPIXAIUIa OUPIKAG VOOOU aAAG yia oUvOpouo
AUoNG OyKwvV

* O1 heAéTeC Deixvouv dpapaTIKI MEIWON TOU OUPIKOU

2NHAVTIKA ETTICAMAVON AVAPUAAKTIKEG avTIOPAOCEIG, aIOAuon Kal
MEQQIHOO@AIPIVAIMIO, AVTIVOVIKOTNTO

> NeoTepec e€eAiceic
* [leyKuAlwPEVEC aVAOUVOUQOUEVEG OUPIKATEG

lowg peItboouV TNV AVTIYOVIKOTNTA KAl AUEACOUV TO XPOVO NUicelog Cwig

» HleykAoTikdon €yive atrodekTh) atmrd 1o FDA TTpdogata oav n TpwTtn Kail uévn
BepaTtreia Xpoviag oupIikAG VOOOU O€ eVAAIKEG avBEKTIKOUC oTn ouviOn Bepartreia




Meta atro 40 xpovia 1o TTpwTo NEO (papuaKeUTIKO
OKEUAOUA VIO TAV QVTIMETWTTION TS UTTEPOUPIXAIUIAG




Mnxaviopog dpaonc Febuxostat

H petaBoAikr) 0d6¢ Tou Oupikou OgEog

Ww

Pwo@opUAACEC TTOUPIVIKWY  ATTauivdon TnC youavivng
NoukAgoaidiwv

[ YTto¢avlivn ]> [ —aveivn ]> [ Oupikd O¢u ]

O&e1ddon TnC =avoivng O¢e1ddon TnC =avodivng

-q Febuxostat P —




OepaTreuTikEG EVOEiceIg

@epartreia TNS XPOVIOC UTTEPOUPIXAIMIAC O KATAOTACEIC OTTOU N
EVATTO0EON OUPIKOU OCEOC £XEl NON CUMPEi (TTepIAauBavouévou
TOU I0TOPIKOU, ] TNG TTapouaiac, TOPou r)/kal OUPIKAG
apOpiTIdaC).




Febuxostat

Aouika d1aPopETIKA TNG aANoTTOUPIVOANG
Aev avAKEI 0TV KATNYOPIa TWV TTOUPIVIKWY aVaAOywv
AVOOTEAAEI IOXUPOTEPQ KAl EKAEKTIKOTEPA TNV 0EEIDAON TNG EavBivng

O1 yetaBoAiteg TG dev poIAlouv PE TNV OCUTTOUPIVOAN

YV V V V V

Xopnyeital yia opad tTnv nuépa oe 66on 80 R 120 mg
CH

0 3
éHj:N\ HSC)\/
kN H/\I NC :/?/CH?,

COH

Allopurinol Febuxostat




Febuxostat

” 2 & in vitro peAETEG, £xEl atTodEIXBEI OTI N PEBouooTATN:

o gival ioxupdTeEPN ATTO TNV aAAOTTOUPIVOAN
- @ePoucoaTtarn Ki =<0,001 uM

- aAAotToupivoAn Ki = 0,7uM

\ * QAVOOTEAAEI TOOO TIG OCEIDWHEVEC OO0 Kal TIC AVAXOEIoEC HOPPEC TOU
‘ | ev{UPOU TNC 0EeIBEaNC TS Eaveivng

e 0€ DEPATTEUTIKEC OUYKEVTPWOEIC OEV avaoTEAAEI Ta AoITTd EvCupa TTou
OUMMETEXOUV OTOV METABOAICHO TWV TTOUPIVWYV I TNG TTUPIMIBIVNG




Febuxostat

> H @eBoucooTdtn atroppo@aral TaxEwS Kal KaAd (Katad ToulaxioTov 84%) PETA
atrd €@ATtTag ) TTOANATTAEC aTTO TOU OTOMATOC dOoE€IC Twy 80 kal 120 mg/nuépa

Crhax ~2,8-3,2 pg/ml (80 mg), 5,0-5,3 pg/ml (120 mg)
Tmax: 1,0-1,5 wpeg

Méon nuiocia Cwn (t1/2): ~5-8 wpeg

»  2NUavTIK MeEiwon Tou SUA YEVIKA ETTITUYXAVETAI EVTOG TNG TTPWTNG £LOOPAGdAC
TNG BeparTreiag

emTPETTEI TNV £EETAON TOU SUA 2 £BO0PAdES HETA aTTO TNV évapén TnG BepaTreiag

» MrTropei va AneBcei avegaptriTwe AWng TPo®ng

» Mrtropei va AngBei e avtiogiva




QappuakokivnTIKa dedopéva o€ €101KoU¢ TTANBuopoUC
KAl PAPMAKEUTIKEC AAANAETTIOPACEIC

” > Aev atraiteital Tpooappoyn Tng 66ong o€:
*  NAIKIWPEVOUG
* QTOMA PE ATTIA NTTATIKI AVETTAPKEIA (CUVIOTWHEVN doon Ta 80 mQ)

e QATOMO ME ATTIA ) METPIO VEPPIKNA DUCAEITOUpPYIQ.

> Aev atraiteital Tpocappoyn TG 6ong yia dtopa ou Aaudavouy:
*  KOAXIKivN

* 1IvOoueBakivn

*  VATTPOEEVN

* UdpoxAwpoBelalion

« Qeolrpapivn 4 Aoimrd uttooTpwpata Ttou CYP2D6

*  Bapeapivn




EI0IKEC TTPOPUAALEIC KATA TNV XpPHon

To Adenuric® dgv ouvioTATOI CE:

« AoBeveic TTou Aaupavouv Bepartreia Pe JEPKATTTOTTOUPIVN 1} alaBeIoTTPIVN
« AoBgveic ye 1oXaIIK KapOIOTTABEIa 1] CUNEPOPNTIKI) KAPDIOKK AVETTAPKEIX

Atraiteital rpoooyn 6Tav xpnoipotroigital To Adenuric® oe:
« AoBeveic TTou AapBdavouv Bepartreia e Beo@UAAivN

« AoBeveic pe diatapaxEg Tou BupeogldoUg
« AoBeveic ye pETpIa 3 coBapn NTTATIKI AVETTAPKEIX

[1.X.. Adenuric®




AoocoAoyia Kal xopnynon

>

H ocuvioTwpevn 86on pefougooTdrng gival 80 mg Grrag nUEPNCiwg

H d6on ptropei va TitAotroin@ei pog Ta Travw ota 120 mg av 1o sUA givai
26,0 mg/dl otnv edopGda 2-4

H g&€taon yia 1o emriredo-o16)X0 Tou SUA TWwyV <6,0 mg/dl ptropei va
TTPAYHATOTTOINOGEI AT TIG 2 TTPWTEG KIOAAG ELOONADEG META ATTO TV
évapén Tng Bepartreiag Pe PEBOUSOOTATN

Ta emrépeva etrireda sUA pTTopEi va JETPpWVTAI KAOE 6 MAVEG ) ETNOITWG
OTTWG evOEiKVUTAI YIO TOV KABE aoBevi

‘Eva d10Kio nuepNoiwg avegdpTnTa atrd TNV ARYn TPOoPng

SmPC of Adenuric




AoocoAoyia Kal xopnynon

> H Bepartreia pe Adenuric dev 0a TTPETTEl va SEKIVAEI HEXPI VA EXEI
UTTOXWPNOElI TTARPWG £va 08U £1TEICOOI0 OUPIKAG apBpiTIdAG.

> O1rwg Kol HE AAAQ @APHOKEUTIKA OKEUACHATA YIO TN MEIWOT TOU OUPIKOU
0&£0¢, OUVIOTATOI TTPOPUAASN YIA TIG KPIOEIG TNG OUPIKAG apBpiTIdag pe
M2A® 1) KoAxiKivn

> H Bepatréia pe Adenuric dev d10KOTITETAI EAV CUMBET £EapOn OUPIKAG
apBpiTidag.

> H &Eapon oupikAg apBpiTIdag Oa TTPETTEI va AVTIMETWITIOTEI TAUTOXPOVA.

> ZUVEXNG BepaTtreia pe PEBOUEOOTATN MEIWVEI T CUXVOTNTA KAl TNV £€VTAOT
TWV KPioEWV OUPIKAG apBpiTidag.

SmPC of Adenuric







