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Primer vs. szekunder prevenci· - 

alapfogalmak 

ÅPrimer prevenci·:  

ïISZB vagy cerebrovascularis betegs®g megelŖz®se 

ÅISZB szekunder prevenci·:  

ïISZB kialakult, MI megelŖz®se 

ÅPoszt-MI szekunder prevenci·:  

ïreinfarktus megelŖz®se 

ÅCerebrovascularis betegs®g szekunder prevenci·:  

ïTIA vagy stroke ut§ni hasonl· esem®ny megelŖz®se 



®lettartam javul§s e¿.  

ell§t§s ok§n 1970-2000 

Lenfant C. N Engl JMed 

2003: 349; 868 

  



A CV betegs®gek primer rizik·faktorai 

ÅBefoly§solhat· primer rizik·faktorok 

ïDoh§nyz§s 

ïHypertonia 

ïHyper- / dyslipidaemia  

ïObesitas  

ÅNem befoly§solhat· primer rizik·faktorok 

ï£letkor 

ïNem  

ïCsal§di halmoz·d§s 

Pyºrªlª K et al. Eur Heart J  1994; 15 :1300 ï1331.  







                                                              

 



Evidence of Multiple Vulnerable  Plaques  

in ACS 

ACS, acute coronary syndrome. 

Asakura M, et al. J Am Coll Cardiol. 2001;37:1284-1288. (with permission) 

 

Angiographic & angioscopic images in 58-year-old man  

with anterior myocardial infarction 

Multiple 

vulnerable  

plaques  

detected in  

non-culprit 

segments 10-12 

Culprit lesion (#8) 

detected with 

thrombus (red)  

Multiple 

vulnerable   

plaques detected 

in non-culprit 

segments 1-7 

Asakura M, et al. J Am Coll Cardiol. 2001;37:1284 
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A kardiovaszkul§ris betegs®gek a vezetŖ hal§lok az EU 

eg®sz ter¿let®n  

(Haz§nkban az EU §tlag  ~  k®tszerese) 



Koszor¼®rbetegs®g eredetŤ 
hal§loz§s Eur·p§ban 

2001-ben a vil§gon 17 milli· ember hal§l§®rt volt felelŖs cardiovascularis betegs®g. 

2020-ra ez el®rheti a 25 milli·t. 



Az ISZB kialakul§sa. Preklinikus 

szakasz 

ÅA preklinikus f§zis ®vtizedekig tart. (20-30 

®ves USA vad§szpil·t§k boncol§sakor 

10%-ban tal§ltak ISZB-t a koreai h§bor¼ 

alatt ) 



Cumulative event rate in primary 

prevention or stable CAD and ACS 

ACS 

Stable 

Primary 



T¼ls¼ly ®s obezit§s, mint kardiovaszkul§ris rizik·faktor 

220 000 hal§loz§s ®vente az USA-ban ®s Kanad§ban 
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A hagyom§nyos rizik·faktorok À 

elŖfordul§s§nak gyakoris§ga sz²vbetegekn®l 

Egy sem  

Egy  

KettŖ 

H§rom 
N®gy (0.9%)  

¥sszbetegsz§m=87 869  
Àdoh§nyz§s, h ipert ·nia, hyper koles zter inaemia ®s diabetes  mellitus  

19.4%  

43.0%  

27.8%  

8.9%  

Khot UN et al . JAMA 2003; 290 : 898 ï904  



BMJ, doi:10.1136/bmj.38561.633345.8F (published 17 August 2005) 

CHD primer ®s secunder prevenci·ja 
Anglia, 1981-2000 









1. ApoB/ApoA1 ar§ny 

2. Doh§nyz§s (jelenleg is) 

3. Diab®tesz 

4. Hypertonia  

5. Abdomin§lis elh²z§s 

6. Psychoszoci§lis status 

7. Zºlds®g ®s gy¿mºlcs fogyaszt§s hi§nya 

8. Testmozg§s hi§nya 

9. T¼lzott alkohol fogyaszt§s 

Ezen rizik· faktorok jelentŖs®ge fºldrajzi hovatartoz§st·l ®s  

nemtŖl f¿ggetlen¿l, minden etnikai csoportban azonos m®rt®kŤ. 

AZ INTER -HEART STUDY RIZIKč FAKTORAI 



Eur Heart J.2003;24:1601 -10. 

SCORE RENDSZER 

Å Nem  

Å £letkor 

Å Doh§nyz§s 

Å Systol®s RR 

Å Koleszterin  

Å Alacsony vagy 
magas rizik·j¼ 
orsz§g 



 Castelli WP. Am J Med.  1984; 76 :4 -12.  
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Sz®rum ºsszkoleszterin, mg/dL (mmol/L)  

Az alacsonyabb koleszterin szint 

alacsonyabb CV kock§zatot jelent 

Framingham vizsg§lat 

5.2 mmol/l  



Coronaria esem®nyek vs. LDL-C szint  

post-MI szekunder prevenci·s ill. ACS 

tanulm§nyokban 

O Keefe, J. et al., J Am Coll Cardiol 2004;43:2142-6. 

y = 0.1629x Ŀ 4.6776 

RĮ = 0.9029 

p < 0.0001 

LDL koleszterin (mg/dl) 
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1 mmol/l LDL csºkken®s hat§sa 

bmj.com 2003;326:1423 
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Rizik·kontroll ®s ®let®v vesztes®g 
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Stroke. 2004;35:2346-2350 
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Atherosclerosis regresszi·ja: ASTEROID 

vizsg§lat 

 
Alap IVUS  

 
IVUS  

ut§nkºvet®s  
24 h·nap 

 rosuvastatin  
 ut§n 

Atheroma area  
10.16 mm 2  

Lumen area  
6.19 mm 2  

Atheroma area  
5.81 mm 2  

Lumen area  
5.96 mm 2  

Nissen S et al.  JAMA 2006; 295 , e -publ.  

Atheroma area  
 10.16 mm 2  

Lumen area  
6.19 mm 2  

Atheroma area  
5.81  mm 2  

Lumen area  
5.96  mm 2  



ASTEROID  
rosuvastatin  
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LDL-C csºkkent®s ®s atherosclerosis  
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Ćtlagos LDL - C (mg/dL)  

0  

- 1.2  

- 0.6  

70  120  

A- Plus  
placebo  
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placebo  

REVERSAL  
pravastatin  

REVERSAL  
atorvastatin  

R2 = 0.97  
P<0.001  

Progresszi· 

Regresszi· 

Nissen S et al. NEJM, 2006, 354: 1253 -1263. Cardif J et al, Circulation, 110:3372.3377.  
Nissen S et al.  JAMA 2006; 295 : 1556 -1565. Nissen S et al. JAMA 2004, 292:2217 -2225, JAMA 2004, 291:1071 -1080  

ACTIVATE   
placebo  



Causes of Death

Adapted from Geiss LS et al. In Diabetes in America. 2nd ed. 1995: chap 11.

Mortality in People with Diabetes
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Diabetes: The Risk to Your PCI Patient 
Diabetic vascular pathology and PCI 

 

Diminished 

fibrinolysis 

Altered 

response to 

arterial injury 

Increased 

plasma  

coagulation 

Increased platelet  

aggregation and 

adhesion 

Platelet hyperreactivity 

(diabetic 

thrombocytopathy) 

Decreased 

endothelial 

thromboresistance 
Tschoepe D, Roesen P. Heart disease in diabetes mellitus: A challenge for early diagnosis and intervention. Exp Clin Endocrinol 

Diabetes. 1998;106:16-24. Marso SP, Lincoff AM, Ellis SG et al. Circulation. 1999;100:2477-84. 

 



ADP = adenosine diphosphate, TXA2 = thromboxane A2, COX = cyclooxygenase. 

Schafer AI. Am J Med. 1996;101:199-209. 

collagen 

thrombin 

TXA2 

ADP 

TXA2 

ADP phosphodiesterase 

ADP 

(fibrinogen 

receptor) 

GP IIb/IIIa 
Activation 

COX 

Clopi, prasu  

ticagrelor 

aspirin 

dipyridamole 

cAMP 

Thrombocytag§tl·k 

t§mad§spontjai 



ESC prevenci·s aj§nl§s 

Åaszpirin  

 

ÅDiagnosztiz§lt cardiovascularis betegs®g 
eset®n ®lethosszig tart·, alacsony d·zis¼ (75-
150 mg naponta) kezel®s aj§nlott. 

ÅPrimer prevenci·ban csak akkor, ha a 10 ®ves 
cardiovascularis mortalit§s es®lye 10% feletti, 
a magas v®rnyom§st kontroll§lni tudjuk ®s 
ellenjavallat nem §ll fenn. 

Å  

European Journal of Cardiovascular Prevention and Rehabilitation, 2007 14(Supp 2): E1-E40 
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RR 0.69 

95% CI 0.54-0.87 

P=0.002 

ASA+Clopidogrel 

ASA 

A=median idŖ PCI-ig 

B=30 nap PCIut§n 

Glob§lis eredm®ny: CV hal§l/MI. PCI -CURE 



ESC prevenci·s aj§nl§s 

Åclopidogrel  

  

ÅAszpirin -allergia eset®n(csak szekunder 
prevenci·ban). 

ÅAszpirinnel egy¿tt, az akut coronaria 
szindr·m§t kºvetŖ elsŖ ®vben. 

ÅStent be¿ltet®st kºvetŖen aszpirinnel egy¿tt 
legkevesebb egy ®vig, gy·gyszeres stent 
eset®n enn®l hosszabb ideig adva. 

 

 
European Journal of Cardiovascular Prevention and Rehabilitation, 2007 14(Supp 2): E1-E40 



Acut coronaria syndroma ®s PCI/stent 

Åprasugrel  

  

ÅAszpirinnel egy¿tt, a percutan coronaria 
intervenci·val kezelt akut coronaria 
szindr·m§t kºvetŖ elsŖ ®vben. 

 

 

TRITON TIMI 38 tanulm§ny alapj§n 

Kiss RG 

Kardiovaszkul§ris 

konszenzus 2009 



DES stent thrombosis rates 

29,0%

8,7%

5,5%
3,5% 3,2% 2,6%

1,3%

*Antiplatelet 

therapy 

discontinuation 

Diabetes Prior 

brachy 

Renal 

failure 

Bifurcations ULM UA 

*Premature discontinuation. 
*Iakovou et al. JAMA. 2005;293:2126-2130. 

According to select patient characteristics 

Premature=premortem? 



BMS PES SES BMS 

Overlap Overlap 

Conclusions: 

Å BMS showed far greater endothelialization than DES 

Å Lack of coverage highlighted in areas of overlap 

Å Less surface coverage by endothelial cells in PES than SES 

Delayed endothelialization 

Finn et al. Circulation. 2005;112:270-278. 





Kumarin kezel®s 

  Å SzŤk ter§pi§s sz®less®g 

  Å gy·gyszerinterakci·k      

  Å egy®ni variabilit§s 

  Å monitoroz§s sz¿ks®ges 



 OAC indik§ci·k a kardiol·gi§ban  

ÅSz²v¿regi thrombus vagy annak 

vesz®lye 

Ådurva BK falmozg§szavar (STEMI 

ut§n, aneurysma) 

ÅPitvarfibrillatio CHADS2 >1  

ÅMechanikus mŤbillentyŤ 

ÅBiol·giai mŤbill. az elsŖ 3 h·napban 

 

ACCP 2008 



V®rz®s versus thrombosis OAC kezel®s 

eset®n                                   

INR 
EHJ 2008;29:156 


