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HIPERLIPIDEMI

Kardiyovaskuler risk faktoru

Onemli mortalite belirleyicisi




KBY

Hiperlipidemi - Patogenez

* Bobrek hastaliginin etkileri

 Lipoprotein metabolizmasini etkileyen
ilaclarin etkileri — Primer bobrek hastalig!

tedavisi

— Immunsupressif ilaclar
« Steroid
o Kalsinorin inhibitorleri

— Antihipertansifler

» Beta bloker
* Diuretik



Immunsupressif ilaglar ve

kardiyovaskuler risk

Hipertansiyon | Hiperlipidemi | Kilo artisi D. mellitus
Kortikosteroid +++ +++ ++++ ++++
Siklosporin A +++ +4++ - +4+
Takrolimus ++ + - +4+++
Rapamisin - + 44+ - -

MMF




Lipid duzeylerinin renal replasman

tedavisine bagli olarak degisimi

« KBY-Divyaliz * Transplantasyon
- TG 1 — LDL *
— HDL | — VLDL 1
— TG zengin lipoprotein 1 — Total kolesterol 1
— VLDL-TG 1t
— HDL 1,N, !
— HDL, |

— LDL oksidasyonu 1



KBY —LDL-Aterojenik etki

* LDL duzeyi degisken

» Aterojenik

« LDL oksitlenmesi fazla

« Daha fazla aterojenik olan Lp(a)

« Dusuk duzeyde HDL duzeyi patojenik etkiyi
artirmakta



Pro-aterosklerotik lipidler

 Arter duvarinda subendotelial alana infiltrasyon,
lyonik interaksiyon, oksidasyon

* Oksitlenmig LDL — makrofajlar tarafindan alinir
» Kolesterolden zengin kopuk hucreleri

« Kopuk hucreleri ve oksitlenmis LDL ateroskleroz ve
plak rupturunde direkt rol oynar

« Apoprotein B iceren
— LDL
— Lp(a)
— VLDL
— IDL



Anti-aterosklerotik lipid - HDL

* Ters kolesterol transportu — hucre ve
aterosklerotik plaktan

* Direkt antioksidan etki

o Kan vizkozitesinin devamina katki
— Endotel fonksiyonlarina etki
— Eritrosit membran deformabilitesine etki

— Aniyonik fosfolipidlerin transbilayer kaymasini
onleme

— Koagulasyon kaskadinin aktiflenmesinin
engellenmesi



KBY —-TG artis mekanizmalari

Apo B den zengin VLDL ve IDL artisi

Hepatik TG lipaz ve periferik lipoprotein lipaz
aktivitesinde azalma

Hiperparatroidizm

Adacik hucrelerine Ca depolanmasi, insulin
Islevlerinde bozulma

ApoC-IlI artisinin direkt lipaz inhibisyonu
Uremik plazmada dolasan inhibitorler




Diyaliz - hiperlipidemi

 Hemodiyaliz * Periton diyalizi
— Total kolesterol — Total kolesterol
— LDL-K — LDL-K
e <
— Lp(a) — Lp(a)
— Small dense LDL-K — Small dense LDL-K

— HDL — HDL



PD Hastasinda hiperlipidemi

» Glukoz absorbsiyonu
— Hepatik lipoprotein sentezi artisi

» Insulin dizeyinde artis

* Protein kaybi nefrotik sendrom benzeri
tablo

— Onkotik basin¢ azligi — lipoprotein sentez
artisi



HT - HK ile Vaskuler olaylar @
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ALERT CALISMASI*

(Assessment of Lescol in Renal Transplantation Study)

* Renal transplantasyon hastalarinda
statinlerin kardiyovaskuler son noktalar
acisindan etkinligini arastiran ilk buyuk
calisma

« Randomize cift kor, plasebo kontrollu

« Cok merkezli calisma

*Holdaas H, et al. Effect of fluvastatin on cardiac outcomes in renal
transplant recipients: a multicentre, randomised, placebo-controlled trial.

Lancet, 361; 2024-2031, 2003



ALERT Calismasi

Calismanin Amaci

Fluvastatinin (40-80 mg/gun), renal transplant
hastalarinda, 5 -6 yil sonunda MACE'siz
sagkalim uzerindeki uzun donem etkinligini

plasebo ile karsilastirmak

MACE: major istenmeyen kardiyak olay



ALERT Calismasi

Birincil Sonlanim Noktalari

» MACE (Maijor Istenmeyen Kardiyak Olay):
— Kardiyak olum

— Fatal olmayan ve kesinlesen Mi
— Kardiyak girisim (CABG, PCI) olarak tarif edilmistir.

 Birincil Analizler
— MACE’nin total insidansi

— Plasebo ile karsilastirildiginda, fluvastatin ile
MACE’de risk azalmasi



Baslangic Demografisi ve Klinik Ozellikler

Fluvastatin Plasebo

Ozellikler (n=1050)" (n=1052)*
Yas (y) [ortalama (SS)] 49.5 (10.9) 50.0 (11.0)
Erkek [n (%)] 701 (66.8) 686 (65.2)
DKB (mm Hg) [ortalama (SS)] 85.6 (10.1) 85.6 (10.0)
SKB (mm Hg) [ortalama (SS)] 143.8 (18.7) 144.0 (19.1)
BKI (kg/m?2) [ortalama (SS)] 25.8 (4.4) 25.8 (4.6)
Kolesterol (mg/dL) [ortalama (SS)]

Total 248 (43) 251 (43)

LDL 159 (39) 159 (39)

HDL 50 (19) 54 (15)
Trigliseridler(mg/dL) [ortalama (SS)] 195 (107) 195 (133)

BKi: beden kitle indeksi; LDL: distik yogunluklu lipoprotein;
HDL: yuksek yogunluklu lipoprotein.
*Intent-to-treat population.



ALERT Calismasi

LDL Kolesterol

LDL
kolesterol
(mmol/L)
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LDL: disuk yogunluklu lipoprotein;

isaretlenmis degerler ortalama ve Standart Sapma’y simgelemektedir.




ALERT Calismasi

Kardiyak Olimiin Kiimiilatif Insidansi

10 7
91
81
71
Olay [gl mmﬁﬂfjm
oot 5 P=0.031 . %38
orani ] |
% e A
;3_ Fluvastatin
0 === : : : : : : : : : : :
0.0//]05(/1.0(]/151]/201(25(3.0(13.5(/4.0(/45|/50|5.5] 6.0

Randomizasyon sonrasi yillar

Analiz, Ulkelere ve baslangi¢ koroner kalp hastaligina gore
katmanlandiriimigtir.




ALERT Calismasi

Oliimciil Olmayan Kesin MI’nin
Kumulatif Insidansi
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Randomizasyon sonrasi yillar

Mi: miyokard infarktlis(; ITT: calismaya katilan biitiin hasta poptilasyonu.
Analiz, Glkelere ve baslangi¢ koroner kalp hastalijina gore
katmanlandiriimigtir.




ALERT Calismasi

Kardiyak Oliim ya da Oliimciil Olmayan

Kesin Mi’nin Kiimiilatif Insidansi
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Randomizasyon sonrasi yillar

Mi: miyokard infarktlist; Analiz, tlkelere ve baslangic koroner

kalp hastaligina gore katmanlandiriimistir.




Birincil Son Noktalar

MACE’lerin Kiimiilatif Insidansi*
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Randomizasyon sonrasi yillar

*Kesin ya da muhtemel miyokard infarktst (Mi).

MACE: major istenmeyen kardiyak olay;

Analiz, Ulkelere ve baglangi¢ koroner kalp hastaligina gére
katmanlandiriimistir.




ALERT Calismasi

ALT ve CK Artiglari

Fluvastatin

Laboratuar degeri [n (%)] (n=1051)
ALT

>3 x NUS (x 1) 11 (1.1)

>3 x NUS (birbirini takip etmeyen >1 olay) 1(0.1)

>3 x NUS (birbirini takip eden >1 olay) 0 (0.0)
CK

>5'den <10’a x NUS 3 (0.3)

>10 x NUS 3 (0.3)

ALT: alanin aminotransferaz; CK: kreatin kinaz;
NUS : normalin {st siniri

Plasebo
(n=1052)

12 (1.1)
3(0.3)
2 (0.2)

4 (0.4)
1(0.1)



Posttransplant hiperlipidemi

Statin kullaniminin hasta sag kalimi uzerine etkisi*
(Canli donorden yapilan transplantasyonlar)
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Posttransplant hiperlipidemi

Statin kullaniminin graft sag kalimi uzerine etkisi*

(Canli donorden yapilan transplantasyonlar)
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Diyaliz Hastasi — Statin Kullanimi

 Guvenlik ve etkinlik

« Kardiovaskuler mortalitede azalma



4D Calismasi

Die Deutsche Diabetes Dialyse Study

Prospektif, randomize, cift kor calisma

1998-2002 yillari arasi

178 diyaliz merkezi

1255 hasta (yas 30-83)

Wanner C, et al. Kid Blood Press Res 27: 259-266, 2004



4D Calismasi

« 20 mg Atorvastatin / Plasebo

« 72 mg/dl’ lik LDL azalmasi

* Primer son noktalar acisindan anlaml farklilik
yok
— Kardiyak olum

— Nonfatal Ml
— CVA

 LDL <190 mg/dl altindaki tip 2 DM |lu HD
hastalarina statin kullanimi ??



4D Calismasi handikaplari

* Hasta grubu ¢ok spesifik (DM) -
genellemek zor

* Doz azaltimi gereken hastalar

* Ani kardiyak olumler (elektrolit bozukluklari —
kardiomiyopatiler) statin etkisini dilie edebilir



Kolesterol / Malnutrisyon-

Inflamasyon - Mortalite*

« Malnutrusyon ve inflamasyon +

— Total kolesterol artisi total mortaliteyi
azaltiyor

— RH 0.89, 0.84-0.95
« Malnutrisyon ve inflamasyon —

— Total kolesterol artigi total mortaliteyi
artiryor

—RH 1.32, 1.07-1.63
Lp(a) daha guvenli bir belirleyici
*Jama 2004; 291(4): 451-9



Rosuvastatin and Cardiovascular

Events in Patients Undergoing
Hemodialysis - AURORA

N Engl J Med 2009; 360: 1395-407



Uluslararasi, cok merkezli,
randomize, cift kor, prospektif

50-80 yas arasi, 2776 hemodiyaliz
hastas!

Rosuvastatin —Plasebo
3.8 yillik ortalama izlem

Primer son nokta;
- kardiovaskuler nedenli olumler
- non-fatal miyokard infaktusu
- non-fatal serebrovaskuler olay




AURORA

Dislama kriterleri

e Son 6 ay igcinde statin kullanimi
« Son 1 yil icinde renal transplantasyon

« Ciddi (yasam beklentisi 1 yildan az olan) hematolojik,
neoplastik, gastrointestinal, infeksiyon, metabolik
(diabet digi) hastalik

« Malignite oykusu

 Aktif karaciger hastaligi (ALT > normalin 3 kati)
« Kontrolsuz hipotroidi

« Aclklanamayan CK yuksekligi (normalin 3 kati)
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Table 1. Baseline Characteristics of the Patients.™

Characteristic
Age — yr
Female sex — no. (96)
Race or ethnic group — no. (26} 1
White
Black
Asian
Hispanic
Other
Body-mass index}
Biood pressure — mm Hg
Systolic
Diastolic
Current smoket — no. (26)
Cholesterol — mg/dl
Total
LDl
HDL
Triglycerides — mg/dl
High-sensitivity C-reactive protein — mg/liter
Median
Interquartile range
Hemeoeglobin — g/dl
Albumin — g/liter
Calcium — mmeol fliter
Phosphate — mmol/liter
Duration of treatment with hemodialysis — yr
Duration of dialysis sessions — hrfweek
Cause of end-stage renal disease — no. (35)
Nephrosclerosis
Glomerutonephritis or vasculitis
Diabetes
Tubulointerstitial disease
Hereditary
Other
Clinical histary — no. (96)
Diabetes
Cardiovascular disease
Myocardial infarction
Coronary revascularization

Peripheral vascular disease

Rosuwvastatin
{N=1389)}

64 1+8 6
538 (38.7)

1174 (84.5)
S0 (3.6)
70 (5.0)
S7 (4.1)
38 (2.7)
25.4x4.7

137.1+24.5
75.9+12.8
202 (14.5)

176242
10035

4515
157195

4 B
20-136
11.7x1.6
39.7+3 5

2.3+x0.2
1.8+0.6
3.5x3.9
11.9+1.8

273 (19.7}
250 (18.0)
286 (20.6)
206 {14.8)
171 {12.3)
203 (14.6)

388 (27.9)
549 (39.5)
146 ¢(10.5)
82 {5.9)
212 (15.3)

Placebo
(N =1384)

64.3+8.7
512 (37.0)

1180 (85.3)
48 (3.5)
69 (5.0)
56 (4.0}
31 {2.2)
25.4x5.1

136.82245
75.6+12.5
227 {16.4)

174+43
99+34
45+16
154497

52
Z2.1-14. 4
11.7x1.6
39.7+3.4

2.31+0.2
1.8x0.5
3.5x3. 8
11.9x+1.8

281 (20.3)
262 (18.9)
249 (18.0}
193 (13.9)
185 (13.4)
214 (15.5)

343 (24.8)
556 {40.2)
136 (92.8)
21 (6.6}
210 (15.2)

P valuey
0.51
0.35

0.60
0.92
1.00
1.00
0.46
.96

0.79
0.45
0.54

0.19
034
0.85
0.45
0.19

038
0.65
0.21
0.29
059
0.82

0.70
056
0.084
0.52
0.43
056

0.064
0.76
057
0.48
0.96
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Figure 2. Kaplan—Meier Curves for the Primary End Point in the Two Study
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Table 2. End Points According to Study Group.*
Rosuvastatin Placebo Hazard Ratio
Event (N =1389) (N =1384) (95% CI) P Value
no. of events/ no. of events/
no. of patients 100 patient-yr no. of patients 100 patient-yr
Primary end point
Combined outcome (major cardiovascular event) 396 9.2 408 9.5 0.96 (0.84—1.11) 0.59
Death from cardiovascular causes 324 7.2 324 7.3 1.00 (0.85-1.16) 0.97
Nonfatal myocardial infarction 91+t 2.1 107 2.5 0.84 (0.64—1.11) 0.23%
Nonfatal stroke 537 1.2 45 2 G 1.17 (0.79-1.75) 0.42%
Secondary end point
Death
From any cause 636 13.5 660 14.0 0.96 (0.86—-1.07) 0.51
From coronary heart disease (definite) 143 3.2 156 35
From coronary heart disease (suspected) 61 1.4 53 1.2
From other cardiac cause 36 0.8 30 0.7
From other vascular cause B 1.0 48 1.1
From other cardiovascular cause o] 0.0 1 0.0
From noncardiovascular cause 248 55 268 6.0 0.92 (0.77—1.09) 0.34
From ischemic stroke 14 0.3 17 0.4
From unclassified stroke 9 0.2 4 0.1
From primary intracerebral hemorrhage, 17 0.4 15 0.3
cerebellar hemorrhage, or both
Nonfatal myocardial infarction
Definite 745 1.7 100 23
Suspected 19y 0.4 7 0.2
Nonfatal stroke
Ischemic 43 1.0 38 0.9
Not classified 31 0.1 EE 0.0
Primary intracerebral hemorrhage, cerebel- 87 0.2 6 0.1
lar hemorrhage, or both
Major cardiovascular event or cause-specific 614 14.2 645 53 0.94 (0.84-1.05) 0.30
death
Atherosclerotic cardiac event§ 258 S9 266 6.1 0.96 (0.81-1.14) 0.64
Vascular access procedure9 390 10.9 360 10.0 1.10 (0.95—-1.27) 0.19
Revascularization¥) 148 3.5 152 3.6 0.98 (0.78-1.23) 0.88

* All events were adjudicated by the end-point committee except for some of the deaths from any cause that were reported after the patient
had withdrawn from the study assessments, vascular access procedure, and revascularization.

T Patients may have had more than one event.

i This comparison was not part of the prespecified statistical analysis plan.



Subgroup

Sex
Male
Female
Age
<B65 yr
=65 yr
Current smoker
No
Yes
Diabetes at baseline
No
Yes
Baseline history of cardiovascular disease
No
Yes
Body-mass index
<23.0
23.0-26.6
>26.6
Systolic blood pressure
<127 mm Hg
127-146 mm Hg
>146 mm Hg
Diastolic blood pressure
<71 mm Hg
7180 mm Hg
>80 mm Hg
LDL cholesterol
<83 mg/dl
83-111 mg/dl
>111 mg/dl
High-sensitivity C-reactive protein
<2.9 mg/liter
2.9-8.5 mg/liter
>8.5 mg/liter
All patients

Rosuvastatin

Placebo

no. of events/no. of patients (%)

2477851 (9.4)
149/538 (8.8)

163/716 (6.9)
233/673 (12.0)

337/1187 (9.1)
59/202 (9.6)

261/1001 (8.0)
135/388 (12.6)

192/840 (6.9)
204/549 (13.3)

111/449 (8.1)
132/465 (9.0)
145/458 (10.1)

120/456 (8.3)
136/469 (9.3)
140/463 (9.9)

162/533 (9.9)
130/461 (9.2)
103/393 (8.2)

137/453 (10.1)
128/457 (9.2)
126/467 (8.3)

107/460 (6.8)
135/475 (9.1)
150/443 (12.2)
396/1389 (9.2)

267/372 (9.9)
141/512 (8.9)

165/697 (7.1)
243/687 (12.5)

336/1157 (9.4)
72/227 (10.2)

272/1041 (8.0)
1367343 (15.1)

189/828 (7.0)
219/556 (13.8)

140/464 (10.3)
128/451 (8.9)
133/453 (9.3)

131/467 (3.8)
118/459 (8.1)
159/457 (11.9)

176/551 (10.3)
134/470 (9.3)
98/362 (8.7)

132/470 (9.6)
129/458 (8.9)
146/450 (10.2)

125/458 (8.3)
1237443 (8.8)
158/476 (11.8)
408/1384 (9.5)

Hazard Ratio (95% Cl)

Rosuvastatin
Rottar

P Value for

Interaction

0.71

0.90

0.84

0.23

0.87

0.16

0.18

0.97

0.27

0.32

0.59




Table 3. Monitored Adverse Events and Measured Laboratory Values in the Safety-Analysis Population.*

Variable Rosuvastatin (N=1389) Placebo (N =1378) P Value
no. of patients (%)
Monitored adverse events
Any adverse event 1338 (96.3) 1332 (96.7) 0.56
Serious adverse event
Any 1140 (82.1) 1159 (84.1) 0.80
Requiring permanent discontinuation of study 438 (31.5) 443 (32.1) 0.78
drug
Drug-relatedt 16 (1.2) 11 (0.8) 0.35
Event leading to death 640 (46.1) 662 (48.0) 0.49
Death
From cardiovascular causes 324 (23.3) 324 (23.5) 0.92
From noncardiovascular causes 248 (17.9) 267 (19.4) 0.34
Infection 105 (7.6) 100 (7.3) 0.78
Cancer 25 (1.8) 27 (2.0) 0.75
From unspecified causes} 68 (4.9) 71 (5.2) 0.77
Infection§ 976 (70.3) 956 (69.4) 0.16
Gastrointestinal disorderY 814 (58.6) 788 (57.2) 0.26
Hepatic disorder|| 66 (4.8) 54 (3.9) 0.28
Musculoskeletal disorder** 310 (22.3) 343 (24.9) 0.21
Rhabdomyolysis{1 3 (0.2) 2 (0.1) 0.66
Newly diagnosed cancer 107 (7.7) 118 (8.6) 0.41
New-onset diabetes mellitus 10 (0.7) 14 (1.0) 0.40
Laboratory values
Alanine aminotransferase >4x ULN 5 (0.4) 6 (0.4) 0.75
Creatine kinase level
3-5x ULN 7 (0.5) 6 (0.4) 0.79
>5x ULN 3 (0.2) 3 (0.2) 0.99

* The safety-analysis population consisted of patients who were randomly assigned to receive at least one dose of study




AURORA
Subgrup analizleri

Diabetes mellitus
Kardiovaskuler hastalik oykusu
Hipertansiyon

Yuksek LDL-K

Yuksek hs-CRP

Rosuvastatin yararsiz



Hiperlipidemi - Tedavi

* Diyet

o Statinler

« Safra asit sekestranlari

* LDL oksidasyonunun azaltiimasi
* Fibratlar

* Balik yaqgi

* Nikotinik asit



Tedavi

Diyet, egzersiz, ideal kilo
Statinler

Safra asit sekestranlari

LDL oksidasyonunun azaltiimasi
Fibratlar

Balik yagi

Nikotinik asit



Kolesterol kontrolu icin diet onerileri

« Total yag * < %30 total kalori

 Doymus YA * %38-10 total kalori
yanitsizlikta < %7

« Poliansatire YA » %10 total kalori

 Monoansature YA » >%15 total kalori

» Kolesterol » <300 mg

yanitsizlikta < 200 mg
» Total kalori Ideal kiloyu saglayan diet



* Diyet

« Statinler

« Safra asit sekestranlari

* LDL oksidasyonunun azaltiimasi
* Fibratlar

« Balik yagi

* Nikotinik asit



* En etkin kolesterol dusurucu ajanlar

« Optimal dozda LDL kolesterol duzeyinde
% 35-40 oraninda dusme

« HDL de % 10 artis, TG de hafif dusme

* En ciddi yan etki miyopati, monoterapi ile

seyrek



STATINLER

e HMG-CoA reduktaz enzim inhibitoru
« LDL duzeylerinde %30-60 arasi azalma

« LDL profilinde degisiklik (aterojenik small dense
formundan, daha az aterojenik larger ve less dense
forma)

 HDL artisi % 2-10

« TG azalmasi % 8-26



Statinlerin etki mekanizmalari

LDL, VLDL de azalma, HDL artisi, LDL-R-mRNA ve
reseptor ekspresyonu artisi

LDL oksidasyonunda ve MDA da azalma

Ciddi kardiyak olay riskinde azalma

Deneysel ateroskeroz inhibisyonu

Duz kas hucre proliferasyonu invitro inhibisyonu
Endotel bagimli dilatasyonu iyilestirme
Antitrombojenik

LPS ve TNF alfa ile karsilasan endotelden doku
faktoru saliniminda azalma



Onerilen statin dozlarn

Statin GFR > 30 GFR <30 CsAile
ml/dk ml/dk birlikte
Atorvastatin 10-80 mg 10-80 mg 10-40 mg
Fluvastatin 20-80 mg 10-40 mg 10-40 mg
Lovastatin 20-80 mg 10-40 mg 10-40 mg
Pravastatin 20-40 mg 20-40 mg 20-40 mg
Simvastatin 20-80 mg 10-40 mg 10-40 mg




* Diyet
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« Safra asit sekestranlari

* LDL oksidasyonunun azaltiimasi
* Fibratlar

« Balik yagi

* Nikotinik asit
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* Diyet
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« Safra asit sekestranlari
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 Hepatik VLDL sentezinde azalma
» Lipoprotein lipaz aktivitesinde artis
« HDL de artis

 Etkili ve guvenli

Statinlerle birlikte kullanimdan kacinmali
Miyopati !!!

Kreatinin duzeyleri izlenmel




* Diyet

o Statinler

« Safra asit sekestranlari

* LDL oksidasyonunun azaltiimasi
* Fibratlar

- Balik yagi

 Nikotinik asit



Balik Yaqgi

* Hepatik trigliserit uretiminde azalma

* Trombosit agregasyonunda azalma
« Kan basincinda dusme
 Graft fonksiyonlarina yararli

» |zole hipertrigliseridemilerde ya da statinleri

tamamlayici olarak kullanilabilir.



* Diyet

o Statinler

« Safra asit sekestranlari

* LDL oksidasyonunun azaltiimasi
* Fibratlar

« Balik yagi

* Nikotinik asit



Hiperlipidemi tedavi yaklasimi

KDOQI kilavuzu

Dislipidemi Hedef Baslangic Tedavi Alternatif
TG > 500 <500 mg/dl YTD YTD + Fibrat | Fibrat veya
mg/dl veya Niasin Niasin
LDL 100-129 | <100 mg/dl YTD YTD + diistik SAS veya
mg/dl doz statin Niasin
LDL > 130 <100 mg/dl | YTD + disiik YTD + SAS veya
mg/dl doz statin maksimum Niasin
doz statin
TG > 200 Non HDL < | YTD + disiik YTD + Fibrat veya
mg/dl ve non 130 mg/dl doz statin maksimum Niasin
HDL > 130 doz statin

YTD: yasam tarz1 degisikligi, SAS: safra asit sekestrani




AURORA - 4D Calismalar

« Statinler diyaliz hastalarinda neden
etkisiz ?

* Hangi duzeyde renal fonksiyon
bozuklugunda statin tedavisine gerek
duyulur ?

SHARRP; study of Heart and Renal Protection



SONUGCLAR - |

« Diyaliz hastalarinda hiperlipideminin en etkin tedavi
araci statinlerdir

« Statinler lipid dusurucu etki yaninda birgok olumlu
etkiye de sahiptir

« Kullanimlari sirasinda, yan etkileri ve ilac
interaksiyonlari dikkatle gozetilmelidir



SONUGLAR - I

Diyaliz hastalarinda hiperlipidemi yorumu dogru
yapilmalidir

Diger risk faktorleri, malnutrisyon ve inflamasyon
durumuna gore degerlendirme idealdir

4D ve AURORA calismalarinda hemodiyaliz
hastalarinda statinlerin kardiyovaskuler son
noktalarla ilgili olumlu etkileri gosterilememistir

Diyaliz hastalarinda, kardiyovaskuler olaylarin normal
populasyondan daha farkli etkenlerle belirlendigi
bilinmelidir
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