Kardiyovaskiiler
Hastaliklarda Klinik
Laboratuvar Testleri
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+ Kalp, bir septum ile iki bolime ayrilmistir:
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Kalp Hastaliklar:

-+ Kalbi etkileyen hastaliklar ve kosullar genel olarak “kalp -
- hastaliklan” olarak adlandirilir -
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Kardiyovaskiiler Hastalik Tipleri
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Akut MI
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- ? Akut MI, myokardin 1htiyaci ile saglanabilen O, miktar
- arasin dak1 kritik dengesizlik nedeni ile hizhi myokardlyal
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Plak olusumu
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4+ Risk faktorleri
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MI Asamalari s
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- Aterosklerozun Baslamasi

cositlerin arter duvarina yapismalarina
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MI Asamalari
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-+ Stabil aterosklerotik plak
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- KoOpiik hiicreler, sitokinler ve efektor molekiilller salarak,
~ duz kas hucrelerlmn arterial intimadan ortama

syonuna v Jl'rucre rohferas una neder
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MI Asamalar
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+ Hassas (Vulnerable) plak

~ Inflamatuvar hiicre infiltrasyonu, apoptoz ile duz kas =

- hiucrelerinin 6limi ve matriks metalloproteinazlar araciligt

* triksin degradasyonu sonucunda, ince fibréz ceperli,
zengin nekrotik cekirdekli bir plak (vulnerabl
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 MI teshisinde WHO kriteri
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-+ 1. Iskemik semptomlar (ciddi uzamis angina pectoris)
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' iksek diyagnostik duyarliliga sahip bir test ile AMI
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Kardiyak Markirlar

~ Nasil olmalilar?? =

I Kesinlikle kalbe spesifik
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W Infarktisiin slgiisiinii ve prognozunu tahmin
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+ Kardiyak Enzimler
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—§ ‘-r atin kinaz (CK or CPK)
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Kardiyak Proteinler
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Troponinler




Kreatin kinaz Ay

@ i - o@ o Z
e S1toplazm1k ve mitokondriyal bir enzim =3
~+ Kreatin'in fosfokreatine (PCr) déniisiimiini kataliz ede —=
ATP bagimli). = |
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B Total CK slgiimi %40 sensitif ve %80 spesnflk =
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-MB (CK-2) kalp kasi igin en spesifik lzofor'm
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-~ Kreatin kinaz MB 1zoenzimi
nerelerde bulunur... —=58
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-+ Miyokard

T
T .

s s

s




CK dizeyini artiran faktorler

L L

—— ‘Miyokard Infarktiisii
- Kardiyak operasyon

tasikardi




CK-2;

-siddetli iskelet kasi hasari (travma/cerrahi),
-kronik kas hastaligi (miskdler distrofi, polimyosit) ve
-asir1 egzersiz durumlarinda artar

Nedeni Kasin rejenerasyon prosesi (CK-MB geninin re-
ekspresyonu)
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artar, 12-24 saatte max dizeye ulasir ve 2-3 gilin sonra
nhormale doner. (t1/2=10-12 saat)
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- Total CK ne zaman artar??
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Aspartat aminotransferaz (AST )
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-+ Codu dokuda genis dagilim géstermektedir.
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En yiiksek konsantrasyonu kardiyak doku, ke ve iskele
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wastaliklar ve iskeletsel olaylarda k



0 Laktat Dehidrogenaz (LDHj \r
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~+ Iskelet kasi, kalp, ke, bobrek ve kirmizi kan
icrelerinde bulunan sitoplazmik bir enzim
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- W LDH izoenziminin saptanmasi, kardiyak doku igin
~ spesifiteyi artirir. ‘
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1HH): anota en hizli hareket eder




= | ;ku_yﬂ spesifik bir enzim degildir !ll
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Kardlyak Proteinler
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Tropomn
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M; okardin kasilmasinda gorevli ince filamentin uzerlnde
_;ﬁsm1s regulatuvar kompleks |

KO trakswonu 1 regiilasyon:
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S Troponin
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~ Troponin C (18 kd)
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+ Ca iyonlarinin yoklugunda, tropomyozin aktinin myozin
~ baglama bolgesine ulasimini bloke eder.

slandiginda, ince ﬁlament uzer
hozisyonlari degisir ve myozin a
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-+ Troponin C tiim kas dokularinda aynidir

Troponin alt Giinitelerinin doku spesifitesi
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Troponin diizeylerinin arttig1 durumlar
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~ «  Akut infarktiis

~ Re _ial yetmezlik
etli anﬁrﬁme_ﬁ — ———
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Troponin diizeylerinin arttig1 durumlar
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~»  Kiritik hastalig1 olanlar,
—  Ogzellikle diyabet, respiratuvar yetmezlik, sepsis
 Akut norolojik hastalik

inme ya da subaraknoid hemoraji

aliklar:
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Myoglobin
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-+ Kardiyak ve iskelet kasinin O, baglayan proteini
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X allklar'l yas, |r'k ve cinsi ete u,

1. yast =2 myoglobuTmT“"w
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2. erkek > kadin

3. siyah > beyaz
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-+ AMI igin ¢ok duyarli markiri —
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- (%90-100), zayif zayif klinik spesifite (%60-95)
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: Klinik spesifiteyi artirmak igin, karbonik anhidr'qz_ —

~ olgilmelidir. —
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son zamanda olusmadigi
7100 kesindir.—Negatif prediktor
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