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wGFR
wCockcroftGault
wMDRD (Modification of Diet in Renal Disease)
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K-DOQI. AJKD 39: S1-S246, 2002
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CockcroftGault
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HIV/AIDS IDSA Rehberi

Renal HIVK | & { | fsibtevidikuyaliRldsyonyok
F2ylaAezyf |l NP

tahmin - ~

ederken T{RZ0¢ A bdddcroftGaultl Y S NA T A NJ

Evrelemeh cMDRDI V' S NRA £ A NJ

Herikisidee P LINJhaStdl&dedikkatlel dzt € | y Pt

Gupta, CID, 2005



Normal Renal Fonksiyon
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GFRA mm ortalama VG!:R 6A0mld/k/A1.73mZ denl 0 | € P&
tahminlerd | € érleR f A . R N 0 SliKkat8dilmesigerekenana
vel mﬁ"s;élardaﬁ D S yvargasyon noktakomplikasyonlagl f NKK/
2PN} 3P8 f @ 6 @Erisiyel Kl a UHSRIBriemi hiper PTH;
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Kroniok: B brek Hast
Evre Tarif GFR
(ml/ dak)
1 b2 NI @S@&lk- I NI:%P6 DCw
0l 6 Nb KI al NJ
B EAF el L YPY RECw
? At S0l NBT KIHal NP
3 Orta derecede GFR
FTHEYFAP 50799
4 Ajrér- sGFR: az al mas’¥
B°br ek yetersl;l(\zejadlya]IZ)l

K/DOQI; AJKD,2002



ik B DbrRkeHals:

TUPR KIK-2E9

ni (%)
69.815 (% 0.15)

Evre 5
GFH <15 ml/dk/1.73 rh

Evre 4

GFH 1829 mlidk/1.73 125,907 (% 0.27)

Evre 3

0
GFH 369 ml/dk/1.73 n? 2.173.577 (% 4.67)

Evre 2

o)
GFH 689 ml/dk/1.73 n? 2:396.985 (% 5.15)

Evre 1

0
GEH >90 ml/dk/1.73 2.527.307 (% 5.43)

18 acyrak énk s tegmde ki popg¢l asy
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Vaka Kan Tetkikleri

CBC: N

KCFT: N

«re-N:  w18.64mg/dL(6 ¢ 20)
Kreatinin  ©1.05mg/dL(0.7¢ 1.2)

GFR  w>60mU/dkk M ®T 0 Y

TFT. N



Vaka¢ 'Y ha2Yl GAQ

Renk: w{! wL wWoOHBY{T¥! wliL
DI NNy NYY wBERRAK
pH . ©5.5(4.5¢ 8.0)
Dansite . ©1.020(1.003¢ 1.030)
Protein: . 100 mg/dL
Glukoz  wNORMAL
Keton: \ w Negatif
Bilirubin . wNegatif
Nitrit: w Negatif
Mikroskopi wRBGre WBC izlenmedi

24 saatlik idrar: wMny ndonLINBE#K SNY NN



Vaka HIV Tetkikleri

| L+ =+ A No
CD4: phbn KNONBKYY

CD4/CD8: 0,2




Vaka- Tedavi

Truvadat  Stocrint

(12 ay sonunda):

¢tSRI OA

wl L+ +ANNA

w 5nY Tyn3KNONBKYY

wCD4/CD8: 0,3

w«re-N: 20.95mg/dL(6 ¢ 20)
wKreatinin 1.27 mgdL(0.7¢ 1.2)

wHn alklaft Aaj
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MO NY fFpn 121
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| 6N31 KIFIal NP | L+
AyFSlarezydzydzy Sy apj
31 NNt Sy %BSYOA O0ANBeft SNRS
12YLIX AllFrae2yt I NPYRIY KlFHaidlfPEP | ®PaAaPYR
biridir (%30).* I NI YPO NARA|l YS@Od

.1 ONB]1 KF&aFNP 3ISEtAOGSY
bireylerde AIDS daha

KPI P 0ANJ aSéANJ

31 aGSNX¥YS10S @S

mortalite nedeni

olabilmektedir.*

* SzchechA et eClininfect Dis 2004; 39: 1198206.
** Stehmanbreenet al. J AmSocNephrol2003;14: 23522357
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Diyabetik ve
hipertansif
nefropati

| Lx AT AO1TATLA Y NRB Y
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| L +
trombotik
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etkileri nedeniyle

At AOT
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L\ .1 QYPY AVAAREYEP | L= Ayﬁé
|

whastalan e Pf Ul 1 ALI SRAf YADd OS
SLIAI 2Rdz al LJil yYPou®P!

*PeraldiMN et al,Nefrol Dial TransplantL999;14:1578.
** FranceshinN et al,Kidneyint 2005; 67:1526.
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*FranceshinN et al,Kidneyint 2005; 67:1526.
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.1 QY PY SUO1AaA

Hnno &PEtPYl |AG O0ANI celf®P

a0t FniedRate 2K\ &/ TP yc
B 2NIytl RIFKF &Nj

- &Gk ortliel  dz
PEPYP 3| &40$

1986H nnc @PfflF NP FFNFAPYRI

.
WKl adlkySRS @lrauPEP aPNIRI I .1 &
KFatalko G 6dzNDdzf debrtalde WHIY PP RR IKy S

O dzf dzy Y dzO G dzN3 F F

*Wyatt, CM et al. AIDS 2006; 20:56:
** Choj Al et alKidenyint 2010; 78:47¢
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NRTI ve Laktik Asidoz

NRTI have been associated with disturbances in

lactic acid homeostasis with presentations ranging

from asymptomatic chronibyperlactemiao
acute, lifethreatening lactic acidosis.

Although first described

with didanosineg it more

commonly occurs with
zidovudine

All NRTI have been
Implicated, with dual NRTI
therapies having an increased
risk for lactic acidosis.




NRTI Laktik Asidoz; Patogenez

g Believed to be related at least in part to

/ iInhibition of mitochondrial DNA polymerase

by intracellularlygeneratedtriphosphate
metabolites of these drugs.

// Inhibition of hepatic mitochondrial DNA
synthesis is thought to lead to impaired
| mitochondrial ATP synthesis, ATP depletion,

and impaired oxidativ@hosphorylation
with increased lactic acid production.




/
/

found to have asymptomati

N

NRTI

Approximately 2680% of

patients on NRTI can be

hyperlactemia

(levels < 2.3nmol/L)
without acidemia

C

Lakti k Asi do;

a N

Severe lactic acidosis
(levels > 5nmol/L)

IS much rarer occurring Iin
1.5-2.5% of patients.




NRTI Laktik Asidoz; Prognoz

‘Treatment is often continued in patients with asymptomatic
hyperlactemiawithout progression to severe lactic acidosis.

-
Severe lactic acidosis necessitates discontinuation of

offending medications.
N

Hyperlactemianay persist for several weeks after

discontinuation of NRTI.
N

| Mortality rates with severe lactic acidosis secondary to NRTI
approach 80%.
o

Y,
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Abakavirve tenofovir alan iki hasta
1998-2008 I NHz6 dzy RF Y. | 3ISf Ac¢
tarihleri bS 9OUNB ™M J&nofoviry . |
- NJ & P ygribunda % 48.8&bakavirgurubunda
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* MonteagudechuMO et al J PharniPract2012;25: 552559



Peki ger-ek haya

TDRoksisitegenelriskiR N6 N1 U N NJ
wRetrospektifverit I 6 I iérialltokslBitenedeniyled P NJ 1 Y'I
a Pl t PN ENTRAOZE tizd dzS NRA € 2 NJ
w% 0.8 Jones, JAIDS, 2004.
w% 1.9Karras CID, 2003.
w% 7 (% 1.3 TOFP NJ) Harris, 2003 IAS.
w% 0.39 Moreno, JAIDS, 2006.
w% 1.6 Padilla AIDS Patient Care STDS, 2005.
w2/71 ARRI | | Fraad@schinikl, 2005
w% 0 Gallant, CID, 2005
wSurveyanse( | Y Biaslf I NP
wStandartd | Y PYS{FayAr{ £ A €A




Kimlere dikkat edelim?

\/ w5 N & INg PHtdyer]JAIDS, 2004. ™~

w5 NOANIT 6 f teyaHoRkseyonu(sadeced N | &etlin
kreatininiR S £ Marris, 19 CROI, 2004.

Risk w5 N 6 OCDYa I & TP, 2003 IAS; Gallant, CID, 2005.

T { (i || wRTvboosted PhadaDDS3 1 I YIdzf & Py PY P
Zimmerman CID 2006 -

wirk, cinsiyet & I, 16y O Sdi&fopir] dzf f ITPFP¥zPt | Yy PY
52 NNB & A



Peki ya TDF yiI kesersem?

¢ N Yakalardali N 6 Mtin&ridliteler
RN S &ncak® INBaRalardarenal
fonksiyonlad I 6 f seyiy@dheR| Yy YS&@ SO0 At A NJ
(1 PRIy &) Zimmerman, CID, 2006.
|1zzedine AIDS, 2004.

Klinikolarak
Iy IRXD R
renalfonksiyon
(3 | NBoortsl

I NJ JIPASIYFA
bilinmemektedir



{ Pl Ydzt t [-ARIt Iy Tt

Zidovudin didanazn veya TEASGTAEA YS)
AYUSANIT AyYyK rabdomiyoliz nedeniyle f S
tedavi edilen hastalarda da 2t dzoly LIAIYS

o0l ONB1 KIFal N & N GOGPEP NG




{ Pl VYdzf f - PEBNI T¢

Asiklovir |

wKristalNefropati

Foskarnet

Cidofovir |

- _

TMP/SMX
WT YV (i & Naefiit SeAAENS

Cobisitat
~ wKreatinind N & NdkSsMonunw 2 1 | 6 A £ A NJ OS i 83
DCwRVAREZE dzy RI Yy RNSN] 2t YFaPYy!




| L+ TEAOLAfA CNBYO?2
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A Jotwanj V et alAm JKidneyDis2012; 59:628
A* Cailho| J et al. BMGlephrol2011; 12:40.
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