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Kronik Bobrek Hastaligi Tanim

 GFR'de azalma olsun veya olmasin, bobrekte 3 aydan uzun
suren yapisal veya iglevsel bozukluklarla giden idrar, kan ya
da goruntuleme yontemleri ile saptanan bir hasar olmasi
(Idrar albumin/kreatinin oraninin > 30 mg/g, albuminri)

veya

GFR’nin 3 aydan uzun bir stirede 60 mL/dk/1.73 m?den
dusuk olmasi

National Kidney Foundation. K/DOQI clinical practice guidelines for
chronic kidney disease: evaluation, classification, and stratification. Am
J Kidney Dis. 2002;39:S1-266




KBH -Tarama

s Cok erken evrelerden itibaren duyarli belirleyici
albuminuri

= 24 saatlik idrarda (altin standart)
= albumin spesifik dipstick

= albumin/kreatinin (ACR)

= protein/kreatinin (PCR)

= Albuminuriden bagimsiz olarak GFR’nin
Olcilmesi/hesaplanmasi

= Indlin ve iotalamat klirensi, kitlelerin taranmasinda
kullanissiz ve pahali

=« Formiiller (Cockgroft Gault, MDRD...)




Albuminuri

« Dipstick testi 300-500 mg/gun proteinuri
gecildiginde pozitif saptaniyor

*Dipstick testi ile proteinuri
Negatif, eser, +1, +2

* Normal gunluk albumin atilimi 20 mg’i
gecmez (15 mikrogr/dk)

» Gunluk albuminuri 30-300 mg ise
(direncli) mikroalbuminuri olarak
adlandirihyor (3.4-33.8 mg/mmol)

« 3 aydan uzun suren en az 2 ek olgcum ile
sebat eden albuminuri

KDOQI, 2002



A population-based survey of Chronic REnal Disease In Turkey--
the CREDIT study
NDT 2011
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Stages of chronic renal disease
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Stages defined by glomerular filtration rate

O0>=90 mL/min-1.73m2

O 60-89 mL/min-1.73m2
M 30-59 mlL/min-1,73m2

W 15-29 mL/min-1.73m2
M <15 mL/min-1.73m2
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Tarama Sonugclari

« Turkiye'de prevelans %15.7
« ABD’de KBH prevelansi %13.1 (NHANES llI)

* Norvec'te %10.2 (HUNT II)

* Diger ulkelerdeki benzer calismalarda
%10-16 arasi siklik




Neden Tarama

Durum tespiti
Saglik politikalarinin belirlenmesi
Prospektif izlem ve bu grubun ileri analizler:

lleride gelisen sonlanim noktalari icin risk
faktorlerinin saptanmasi




In conclusion, similar to many other countries, CKD is a
major health problem in Turkey. Associations between
CKD and several cardiovascular risk factors emphasize
that this is a major public health problem and a major
predictor of overall morbidity and mortality.

Longitudinal studies will be needed to establish
relationships between GFR, microalbuminuria,
cardiovascular outcomes and the risk for ESRD
development.

The population examined in the present study is currently
being followed up as a longitudinal study, and results will
be evaluated at the fifth year.




Kardiovaskiler Risk Faktorleri Major Risk Faktorleri

Hipertansiyon*

Yas (55 yas Ustu erkeklerde, 65 yas Ustl kadinlarda)t
Diabetes mellitus™

Yuksek LDL (veya total) kolesterol, veya dugsuk HDL kolesterol*

Estimated GFR <60 mL/min
¢ J N C 7 Ailede prematur KVH hikayesi(erkeklerde <55 yas veya

Kgdlnlarda '<65.ya§)
NIH 2004 Gt Emivso kgm

Fiziksel inaktivite
Tatun sigara kullanimi

Hedef Organ Hasari

Kalp

Sol ventrikul hipertrofisi
Angina/énceki Ml

Onceden koroner revaskiilarizasyon
Kalp yetmezligi

Beyin

inme veya gecici iskemik atak
Demans

KBH

Periferal arter hastaligi
Retinopati




Chronic Kidney Disease Prognosis Consortium
GFR ve albuminuri: KV Risk

 En az 1000 hasta iceren prospektif calisma
(toplam 21 calisma)

« eGFR (MDRD)
* Albumin/Kreatinin ile Alouminuri (ACR)

 Tum nedenli ve KV nedenli olumler




GFR ve Albuminuri

Association of estimated glomerular filtration rate
and albuminuria with all-cause and cardiovascular

mortality in general population cohorts: a
collaborative meta-analysis

Chronic Kidney Disease Prognosis Consortium#
Lancet 2010

Amac:

— Albdminuri ve eGFR'’In birlikte ve bagimsiz olarak her duzeyi ile
mortalite ve renal sonlanim arasindaki iligkiyi ortaya ¢ikarmak
(geng-yasli)

— Kimde: Genel populasyonda (6zel calisma gruplarinda degil)




767 citations identified through electronic

database search

649 excluded in initial screen of title and
abstract (did not fulfil inclusion criteria)

118 potentially relevant full-text articles

assessed for eligibility

—

95 excluded
39 did not fulfil inclusion criteria
56 duplicate publications

Y

23 potentially eligible articles reviewed

9 studies identified from additional sources
B large studies with unpublished eligible data
identified through contact with experts
1 study identified through cross reference
check of potentially relevant articles

h

32 relevant studies; investigators asked to
participate in Consortivm

11 excluded
1 no data for mortality
1 data for albuminuria for <1000 participants
3 specific population selected
6 investigators were not able to provide data

h 4

21 studies included in meta-analysis
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ACR
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ACR ve eGFR Total ve KV Mortalite lligkisi

A All-cause mortality; eGFR
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Total Mortalite ve KV Mortalite icin Adjusted Hazard Ratio
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Tum Nedenli ve KV Nedenli Mortalite (HR-%95 CI)

A All-cause mortality; ACR studies B Cardiovascular mortality; ACR studies
16 >33:9 mg/mmol (=300 mg/g) 16—
— 34-33-8 mg/mmol (30-299 mg/qg)
<3-4 mg/mmol (<30 mg/qg)

05 T T 05 T T T T

C All-cause mortality; dipstick studies D cardiovascular mortality; dipstick studies

- Dipstick urine protein 2+ or more 16 -
- Dipstick urine protein 1+
-+ Dipstick urine protein negative or trace
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AJKD

Original Investigation

Combined Association of Albuminuria and Cystatin C—Based
Estimated GFR With Mortality, Coronary Heart Disease, and

Heart Failure Outcomes: The Atherosclerosis Risk in
Communities (ARIC) Study

Salman Waheed, MD, MPH," Kunihiro Matsushita, MD, PhD,® Yingying Sang, MS.”
Ron Hoogeveen, MD,** Christie Ballntyne, MD,** Josef Coresh, MD, PhD,"">* and
Brad C. Astor, PhD, MPH'-=5-%2
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MFRIT Calismasi-Ishani ve ark. JASN 2006

- Yaklasik 12.000 erkek (Yuksek KV riskli)
* Toplam 25 yil takip suresi
« SDBY gelisimi icin risk analizi

HR
GFR bazalde <60 ml/dk 2.41 (1.52 to 3.82)
Dipstick ile proteinuri +1 2.30 (1.28 to 4.13)
Dipstick ile proteintri +2 14.21 (9.16 to 22.05)

Tek basina GFR< 60 ml/dk sadece SDBY gelisecek hastalarin %13’0nu
Tek basina proteintri taramasi sonradan gelisecek SDBY’'nin %19’unu

Her iki (GFR ve proteinuri) risk faktort katildiginda ise SDBY geligimi %27
oraninda ongorulebilmekte




Boulware JAMA 2003

» |drar testi ile proteintri taramasi
— Populasyon bazinda

— Ne renal progresyon ne de mortalite i¢cin cost
efektif

« Secilmis gruplarda anlamli olabilir




eGFR ve albuminuri

Populasyon taramalarinda hem KV hem de
renal risk analizi icin bu sonug¢ neden cok faydali

gozukmuyor
Renal progresyon sik degil?
Taramalar ne siklikla yapiimali?

Saglik otoritesi bu sonuclarla populasyon
taramasinin faydali olacagina ikna olur mu?

Sadece 0zel secilmis grupta mi tarama
yapiimali?

— DM olanlar

— HT olanlar




HUNTZ2-10 yil ortalama izlem: Hallan S,
JASN 2009

Karakteristik | Tum SDBY Yok SDBY Var
(65 589) (65 465) (124)

Clns (Erkek)
Dusuk egitim

Diyabet

Dusuk fizik akt
KV hastalik
Kan basinci

eGFR

ACR (mg/g)

BMI
T. Kol
HDL

47
70
3
20
8
138/80
94
7
26
228
53

47

70

3

20

8
138/80
94

5

26

54

63
86
18
42
26
160/87
49
136
28
252
46

<0.001
<0.001
<0.001
<0.001
<0.001
<0.001
<0.001
<0.001
<0.001
<0.001
<0.001
<0.001




HUNT 2
Regresyon Analizi
eGFR ve Albuminuri SDBY geligsimi icin anlamli degiskenler

Deger HR %95 CI
eGFR > 60 1.0
eGFR 6.7
eGFR
eGFR <30
ACR Normal 1.0
ACR Mikroalbuminari 13.0 6-25

ACR Makroalbuminuri 47.5 19-109

SDBY gelisecek hastalarin %67’si mevcut risk faktorleri ile saptanabiliyor.




Lower estimated glomerular filtration rate and
higher albuminuria are associated with mortality
and end-stage renal disease. A collaborative
meta-analysis of kidney disease population cohorts

Brad C. Astor’, Kunihiro Matsushita', Ron T. Gansevoort”, Marije van der Velde®, Mark Woodward?,
Andrewe S Levey™, Paul E. de Jong”, Josef Coresh’ and the Chronic Kidney Disease
Frognosis Consortium
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Bu calismalar nasil yorumlanmali?

Klinik anlami nedir?
Erken tedavi risk faktorlerini elimine eder mi?

Sonugclari olumlu yonde degistirir mi?

llac calismalari icin dnemli bir firsat

— Daha kucuk calismalar, daha ucuz ve daha kisa
sureli calismalarla surrogate sonlanim noktalar
Ile onay alabilmekte




Surrogate Sonlanim
eGFR - Albuminuri

* eGFR veya albuminurinin tedavi ile
degisebildiginin ve bunun klinik sonuglari
olumlu etkilediginin gosterilmesi

* Bu olmadan

— eGFR veya albuminuri tedavi kararinda
surrogate sonlanim olarak kullanilamaz




Risk Faktoru

Bir seyin gergeklesme ihtimalini istatistiksel olarak artiran
(nedensel iligki olsun veya olmasin ??) durumlar
(maruziyet)

Bu iligkinin gucu ne kadar?
Direkt nedensel iliski olup olmamasi?

Modifiye olabilir (sigara) veya olamaz (yas, cins)

Diger terimler: Risk indikatoru, modifiye edilebilir risk
faktord, risk belirleyicisi

Genel olarak hastaligin baslamasini tetikleyen (nedensel
iliskili olan) ancak bir kez hastalik gelistikten sonra
eliminasyonunun hastaligi engellemedigi faktorler

Azaltilmasi hastalik gelisme ihtimalini dusurur




Renal Hastaliklarda Sonlanim

Surrogate Sonlanim

« Serum kreatinin 2 kati artisi

« eGFR seyri

« Proteinuri/alouminuri duzeyinin seyri

Gercek Primer Sonlanim

« Son donem renal yetmezlik (diyaliz veya transplantasyon)
« Tum nedenli olum

- Kardiyovaskuler nedenli olumler




Surrogate Sonlanim Noktasi icin ideal Durum

-

Hastalik —p Surrogate s 8 Gergek klinik
End Point

Fleming T R, DeMets D L Ann Intern Med 1996;125:605-613

©1996 by American College of Physicians




KV ve Renal Risk: Belirleyiciler

Nedensel lliski: Sonug ile risk-belirleyici arasinda
patogenetik iliski var. Tedavi hedefi olarak risk
faktortd-belirleyici kullanilabilir. Sonlanim noktasi
olarak dahi alinabilir? (Surrogate sonlanim)

 Kan Basinci
* Lipid (LDL, HDL)

Nedensel iliski ?2277?
e eGFR ve Albuminuri
* CRP




Nedensel iliski

Orman yangini

l

ltfaiyeci sayisi

l

Yangin hasari




Prehipertansiyon KBH igin risk.
Tum prehipertansifler tedavi edilmeli ?7?7?

Access to effective
health screening

Recognition of System and
predisposition, provider
such as opportunities
prehypertension,
chesity, metabolic
syndrome

Communication of
medical information in
understandable terms

Accurate
measurament
and estimation
of GFR

|dentification of
comorbid illness
such as overt
hypertension,
diabetes

Attendance to

screenings
Access o

initial appropriate
Identification merapypp Y

Grasp of | of CKD

information Appropriate

therapy, such as
Patient lifestyle changes Access to
| Adnherence | and anti- follow-up
opportunimes i )
(] lrtll“ﬂl hlﬁppertenslve
recommendations | therapy Medical follow-up
to ensure achievemant
Adherence to | of BP and metabolic
follow-up plans | targets
and regimen

Size of population potentially affected

Education and
preparation for

renal replacement Kl 201 2,
th
e Yano ve ark.




Renal Hasar - Ateroskleroz
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Diyabetik Nefropati




Diyabetik Nefropati-Epidemiyoloji

SDBY Etiyoloji-USRDS

Diyabetes
Hipertansiyon
®m Glomerulonefrit

Kistik Bébrek H.
m Diger

www.USRDS.org




Diyabetik Nefropati Nedir?

» Spesifik bir patoloji mi?
* Tanimi veya siniflamasi var mi?
 Klinik gostergesi nedir?




Diyabetik Nefropati-Renal Pathology Society

Klas I: izole glomeriler bazal membran kalinlasmasi
Klas Il: Hafif (lIA) veya ciddi (IIB) mezangial genisleme

Klas Ill: En az bir Kimmelstiel-Wilson lazyon (noduler interkapiller
glomeruloskleroz) (glomeruloskleroz<%50)

Klas 1V: lleri diyabetik glomeriiloskleroz (>%50)

- Tubulointerstisyel fibrozis (0,1,2)
- Vaskuler hyalinozis (0,1,2)

J Am Soc Nephrol. 2010;21(4):556.




Klinik Siniflama-Mogensen

1- Glomerduler hiperfiltrasyon (%10-50) - Prenefropati
2- Mikroalbuminuri (30-300 mg/gun)-Erken donem
3- Makroalbuminuri (>300 mg) — Asikar donem

4- Renal Yetmezlik (yuksek kreatinin)

5- Son donem

Diabetes. 1983 May;32 Suppl 2:64-78.




Proteinuri gelisimi

A 1
25

Hasslacher et al. Nephrol Dial Transplant 1989;4(10):859-63




Proteinuri Sonrasi Renal Yetmezlik
Kreatinin >1.4 mg/dl

Yil
4 5

Hasslacher et al. Nephrol Dial Transplant 1989;4(10):859-63




Primer Onleme

« Kan basinci 130/80 mmHg altinda
* Normoalbuminurik olgularda

4

Yillik [zlem

DIRECT, RASS, EUCLID Calismalari: RAS blokaiji etkisiz
Ann Intern Med. 2009;151(1):11.
N Engl J Med. 2009;361(1):40.
Lancet. 1997;349(9068):1787.




Mikroalbuminuri

« Kan basinci 130/80 mmHg uzerinde ise
- ACEi veya ARB onerilir (ADA, KDOQI)

« Kan basinci 130/80 mmHg altinda ise
— Mikroalbuminuride progresyon
— Kan basincinda artis

icin beklenebilir. Kullanim icin ciddi veri yok (2C)




Table 1. Baseline Characteristics of the Study Patients.*

ROADMAP Study (NEJM 2011)

Olmesartan Placebo Total
Characteristic (N=2232) (N=2215) (N=4447) P Value
Male sex — no. (%) 1049 (47.0) 1003 (45.3) 2052 (46.1) 0.25¢
Age
Mean —yr a7 7+8.8 37.8+8.6 ST.T7+8.7 0.741
=65 yr — no. (%) 564 (25.3) 554 (25.0) 1118 (25.1) 0.84+
Body-mass indexf 31.1+4.9 30.9:4.9 31.0:4.9 0.051
Diabetes
Duration —yr 6.2+6.0 6.1+6.0 6.1+6.0 0.601
Prior treatment — no. (%) 2072 (92.8) 2069 (93.4) 4141 (93.1) 0.45+
Cardiovascular history — no. (%)
Coronary heart disease 564 (25.3) 540 (24.4) 1104 (24.8) 0.495
Myocardial infarction 134 (6.0) 119 (5.4) 253 (5.7) 0.367
Stroke or TIA 55 (2.5) 49 (2.2) 104 (2.3) 0.58
Peripheral vascular disease 17 (0.8) 2 (0.4) 25 (0.6) 0.077
Glucose — mmol/liter 9.0+3.1 9.0+3.1 9.0+3.1 1.007
Glycated hemoglobin 7716 7.7x16 7.7£1.6 0.897
Blood pressure while seated — mm Hg
Systolic 137+16 136+15 136+15 0.02
Diastolic 281+10 209 81+10 0117



Hazard ratio, 0.77 (95% Cl, 0.63-0.94)
P=0.01 in confirmatory analysis
Risk reduction in favor of olmesartan, 23%

Olmesartan
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Olmesartan 2160 2097 2025 1727 1629
Placebo 2139 2076 2004 1685 1592




Olmesartan Placebo Hazard Ratio
End Point (N=2232) (N=2215) (95% CI) P Value

no. of patients (%)

Composite of cardiovascular complications or death from 96 (4.3) 94 (4.2)  1.00 (0.75-1.33) 0.99
cardiovascular causes

Composite of death from any cause 26 (1.2) 15 (0.7)  1.70 (0.90-3.22) 0.10
Death from cardiovascular causes 15 (0.7) 3 (0.1)
Dreath not related to cardiovascular causes g (0.4) .5)
Death from unknown cause 1)

Sudden cardiac death

Death due to fatal myocardial infarction 0
Evidence of recent myocardial infarction on autopsy 0 0
Death due to congestive heart failure 0 0
Death during or after percutaneous transluminal coronary 1 (=0.1) 0
angioplasty or CABG
Death due to fatal stroke 2 (0.1) 2 (0.1)
Composite of cardiovascular complications, excluding new- 63 (2.8) 71(3.2) 0.87 (0.62-1.22) 0.42
onset atrial fibrillation and transient ischemic attack
Composite of new-onset atrial fibrillation or transient isch- 19 (0.9) 28 (1.3) 0.67 (0.37-1.19) 0.17
emic attack

Composite of all cardiovascular complications 21 (3.6) 01 (4.1) 0.87 (0.65-1.18) 0.37



ROADMAP Sonuc

* 1000 hasta olmesartan aldiginda 82 hastada
mikroalbuminuri gelisirken plasebo kullanan
hastalarda mikroalbuminuri gelisimi 98 hastada:
1000 hastada 16 hastanin mikroalbuminuri
gelisimi engelleniyor (48 ay izlemde)

* Ancak bu tedavi altinda 15 hasta, plasebo
grubunda ise 3 hasta kardiyovaskuler neden ile

kaybediliyor
Kimler daha iyi sonuca sahip (Baslangic)
» Kan basinci sistolik >135 mmHg

« Daha iyi HbA1c <7.3




Mikroalbuminurinin Seyri

» Regresyon — lyi prognoz

» Stabil devam etmesi- Orta prognoz

* Progresyonu — Kotu prognoz




Mikroalbuminurinin zaman icinde seyri- Bir olgu
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Perkins BA et al. N Engl J Med 2003;348:2285-2293




Mikroalbuminuri Se

Table 1. Nep hropathy Status According to Two-Year Study Period.

Initial 1st 2nd 3rd
Evaluation Follow-up Follow-up Follow-up
Period{ Period Period Period
no. (%)
Proteinuria — 24 (7) 37

13) 33 (15)
Microalbuminuria 386 (100) 191 (54) 141 (49) 99 (45)

Normal albumin excretion — 136 (39) 110 (38) 88 (40)
Total 386 (100) 351 (100); 288 (100)3 220 (100):

* The lower limits of the albumin excretion rate for microalbuminuria and pro-
teinuria were 30 and 300 pg per minute, respectively.

T The initial evaluation period was the first two-year period during which micro-
albuminuria was present. Microalbuminuria was presentinitially in 287 pa-
tients (the prevalence cohort) and developed during a later period in 99 (the
incidence cohort). In the incidence cohort, the initial evaluation period took
place after two years in 62 patients and after four years in 37.

i After adjustment for the shorter length of potential follow-up in the incidence
cohort, the completeness of follow-up was 91 percent, 83 percent, and 77 per-
cent in the first, second, and third periods, respectively.

Perkins BA et al. N Engl J Med 2003;348:2285-2293




Mikroalbumiurinin regresyonunda etkili faktorler

« Serum lipid duzeyleri (Kolesterol ve trigliserid)
« Kan basinci (ACEi veya ARB ile iligkisiz) <115 mmHg
* Glisemik kontrol HbA1c<8.0

Perkins BA et al. N Engl J Med 2003;348:2285-2293

-277 hasta yeni tani tip 1 DM 18 yillik izlemde
-79 hastada (%29) persistant mikroalbUminuri saptaniyor
-79 hasta ortalama 7.5 yillik takip ediliyor ve
-27 hastada (%34) makroalbuminuriye gidis
- 13 hastada (%16) tam regresyon (10’u spontan) 3 ACEi kullanimi

BMJ. 2004;328(7448):1105




Tip 2 DM — Diyabetik Nefropati
RENAAL Calismasi

* 1513 hasta, serum kreatinin 1.9 mg/dl
* Losartan 100 mg vs Plasebo, 3.4 yil takip
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Brenner BM et al. N Engl J Med 2001;345:861-869




RENAAL: Kaplan-Meier Analizi

p=

Placebo o ===

Risk reduction, 16%
P=0,02

Risk reduction, 25%
P=0.006

Losartan

Losartan

Primary Composite End Point
Doubling of Serum Creatinine @
tr}{l}

36 : - 24 38
Months of Study Months of Study
Mo, a1 Risk

Flacebo 762
Losartan 751

Flaceha ,’ Placabo _1'
Risk reduction, 28% -~ Risk reduction, 20% ¢
P=0.002 P=0.01

Losartan

End-Stage Renal Disease
End-Stage Renal Disease
or Death (%)

38 36
Months of Study Months of Study

Ma. aT Risk
Placebo 782 5 810
Losartan 751 1




RENAAL-Proteinuri ve Primer Renal Sonlanim

Noktal

Henal end point
Adjusted

HR Pvaluas
2.22 <=.0001
518 <.0001
233 <0001

HR FPvalues
»1.5=3.0vs. =1.5g/g 2.47 <.0001
=3.0vs. <1.50 6.52 <.0001
=3.0vs. 21.5<3.0g/g 2.64 <.0001

Alb
Alb

100
=3.0g/g

=1.5<3.0 g/g
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Adjusted

HR Pwvalue
3.23 <0001
8.10 <0001
251 <000

HR Fvalues
=15<30vs. <1.5g/g 401 <0001
: =23.0vs. <1.59/g 11.49 <0001
- =3.0vs, =1.5<3.0g/g 2.86 <.0001

=1.5<3.0 9y

Kidney Int. 2004;65(6):2309.




RENAAL-6. ay Albuminuri ve
Renal Sonlanim noktalari

Henal end point Renal end point
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0 0
=0.5 0.5-1.5 1.5-3.5 =3.5 <0.50.5-1.5 1.5=3.5 =3

Baseline albuminuria, g/g Albuminuria at month 6, g/g

ESRD : ESRD

=0505-1.5 1.5-3.5 =0.50.5-1.5 1.5-35
Baseline albuminuria, g/ Albuminuria at month 8, g/




RENAAL-6. ayda proteinuri azalan olgularda
sonlanim noktalarina ulasim azalmakta

Unadjusted Adjusted Unadjusted Adjusted

HR Pvalues HR Pwvalues HR Pvalues HR Fvalue
» 20<30 ve, <0% 0.88 01570 076 0.0028 =0<30 vs. <0% 0.82 01242 0.62 =.0003
: 230 vs. <0% 0.60 <0001 0.46 <0001 =30 vs. <0% 0.51 <0001 0.37 <=.0001
¢ 230 vs. 20<30% 0.68 00003 061 <000 =30 vs. 20<30% 0.62 0.0019 0.60 0.0010

=0=30%

% with ESRD

L=
T




In patients with type 1 diabetes and new-onset
microalbuminuria the development of advanced

chronic kidney disease may not require progression
to proteinuria

Bruce A. Perkins', Linda H. Ficociello®, Bijan Roshan”, James H. Wamam® and Andrzej 5. Krolewski”

I' Towowens, Tovoweng Cndorks, Donadd; “Saciion on renerics and Epldemisdogy, Joslin Diaberes

A and “Division of Nephelogy, Berh Broel-Daaroness Magkoal Dandar ang Soslin Diabe s Danrer,

Kl, 2010, 77, 56-64




Table 1 | Baseline” characteristics of the 79 subjects according to case-control status at the end of follow-up
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Mikroalbuminuri - Renal Yetersizlik
Her zaman arada makroalbuminuri gelismeyebilir

Table 2 | Etimated glomerular fikration rate and urnary albumin excretion at baseline and in the fina 2-year evaluation
interval®

Lorios | M=50) Cases (N=Z3)

GFR = S0mlimin per 1.73m?  GFR < &0 mbmin per 1.73m* EoRn O
Characieris fic (KD stages 1-2° |N=55) CKD stages 3-4° (N=17]  stage 5 (N=8] &
GF R g, mbmin/1.73m’)
Mean fmin, max]
Horsraree 107 50, T2 -
ford niered™ B4 51, 126) 50 (2

154)
- |

101 &3, 124 rr
I 4, 8

Lirinary albumin excreion rade in pg/min)

Median fnferquarsie rangel
Hacnriane 49 e 5E) a0 e ah) & (13 59 0xy
Fnal niervd™ I5 (14, T =2 (18, 241 1285 (256, 2305 004

Mlbumin avoretion changes during 1.2 years of follow up

fiemnission to nommo-albumnu s 28 50 3 {1El 0 )
Peroecheat mson e I urn 19 (348 8 el 0 ]
Frog s ion o prohenuns 9 i1a%) 6 6 (100rs)
Lo Hh (10 17 1) & {100%]

Treatment with meno-profective drugs during the final interval™
AL Eanhbior and AREY 21 (F3%) 11 i3] B %)




JNC 7

 Tum grupta tam idrar analizi
* Mikroalbuminuri, yuksek risk grupta bakilmali
* Bunun disinda istege bagli

NICE 2011

« Hedef organ hasari evre 1 HT da bakilmal

- Albuminuri varhigi direkt farmakolojik
tedavi gostergesi




ADA 2011

Tum tip 2 DM olgulari diyabetin yasina
bakmaksizin

Tum tip 1 DM olgular tani anindan 5 yil
sonra yillik alouminuri icin taranmall

Optimal kan basinci hedefi <130/80 mmHg
Albuminuri ve HT = ACEi veya ARB




KDOQI-2007

 Albuminuri normotansif olgular icin ACEI
veya ARB onerilebilir????(C)

 Albuminuri tedavi hedefi olarak
kullanilabilir (C)

» Albuminuri taramasi diyabetik olgularda
ADA ile ayni




Sonuc

* Mikroalbuminuri hem SDBY hem de
kardiyovaskuler komplikasyonlar icin
artmis risk ile birlikte

— DM olgular i¢in rutin tarama yapilmali

— HT'da hedef organ hasari icin onemli bir test

— HT ve DM olgularda farmakolojik tedavi
Kararinda yol gosterici

— Endotel disfonksiyonun bir gostergesi
— Tedavi takibi icin bir hedef mi??
— Surrogate sonlanim mi???




Keynes Quote

Uzun donem prospektif calismalar:

“In long run, we are all dead”

“Uzun donemde, hepimiz olmus olacagiz’




