YTIEINH KAl EMAHMIOAOTIA |

Epyaotipio "Tpotrotroinon - AlaoTpwudatwon”

Mia ITaAIki KOOpTN YEAETNOE TTAPAYOVTEG KIVOUVOU TNG aBnpookAnpwong (8€g
TTaPaKATW). 826 dtopa nAikiag 40-79 €TWV CUUMETEIXAV OTN MEAETN Kal
eceTaoTnKav KAIVIKA 1o 1990 kai TévTe xpovia petd. H mapoucia
aBnpookAfpwaong atloAoyAbnke utrepnxoypagikd. H TTapouaia xpoviag
@Aeypovig aglohoyndnke e Baon TpdTepo I0ToPIKO XAlT, xpoviag BpoyXiTidag,
PAEYHOVAG PIVIKWY 00WYV, PAEYHOVIG OUPOTTOINTIKOU Kal 0poPdpuyya K.O.K.
Aciyuarta aipyatog eAfednoav 1o 1990 kal peTpriBnkav o€ autd Pio-O€eikTeg
QAgypovAg (T1.X. C-avTIdpwoa TTPWTEIVN). ZUPTTANPWOTE TOV TTAPAKATW TTiVAKA
ME BAan TIC TTAPATTAVW TTANPOYOPIES KAl TNV TTEPIANYN KaIl TO OXNAHa TNG
eTTOuEVNG O€AIdAG:

Mivakag 1. Adyol avaroyiwv (OR) yia Tn oxéon Tng C-avridpwoa TTPWTEIVNG JE TV
abnpwaokAfpwan avd TTapouadia/aTrouadia ICTOPIKOU XPOVIOG QAEYHOVAG

I0TOPIKO XPOVIOG PAEYUOVAS
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Figure 3. ORs of new carotid plaques according to chronic
infection status and level of C-reactive protein. ORs were
adjusted for age, sex, and baseline atherosclerosis. *Numbers of
subjects with incident atherosclerosis per number of patients at
risk.
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Background—Chronic infections have been implicated in the pathogenesis of atherosclerosis. yet from an epidemiological
perspective, this concept remains controversial.

Methods and Resulis—The Bruneck Study is a prospective population-based survey on the pathogenesis of atherosclerosis.
In 826 men and women 40 to 79 years old (1990 baseline). 5-year changes in carotid atherosclerosis were thoroughly
assessed by high-resolution duplex scanming. The presence of chronic respiratory. urinary tract, dental, and other
infections was ascertained by standard diagnostic criteria. Chronic infections amplified the risk of atherosclerosis
development in the carotid arteries. The association was most pronounced in subjects free of carotid atherosclerosis at
baseline (age-/sex-adjusted odds ratio [95% CI] for any chronic infection versus none. 4.08 [2.42 to 6.85]: P<<0.0001)
and applied to all types of chronic (bacterial) infections. It remained independently significant after adjustment for
classic vascular risk attributes and extended to low-risk individuals free of conventional risk factors. Among subjects
with chronic infections, atherosclerosis risk was highest in those with a prominent inflammatory response. Markers of
systemic inflammation, such as soluble adhesion molecules and circulating bacterial endotoxin, and levels of soluble
human heat-shock protein 60 and antibodies to mycobacterial heat-shock protein 65 were elevated in subjects with
chronic infections and predictive of an increased risk of atherosclerosis.

Conclusions—The present study provides solid evidence for a role of common chronic infections in human atherogenesis.

Induction of systemic inflammation and autoimmunity may be potential pathophysiological links. (Circulation. 2001;
10310641070\

1. MNoid oxéon peAetd o TTapaATAvVW TTIVAKAG;

2. MNoéoo uttoAoyioate Toug AGyoug avaAoyiwy yia TNV UYnAn vs. XaunAn
ouykévipwon CRP yia kGBe oTpwpa Xpoviag GAEYUOVAG;

3. Moévo pe Bdon Tnv amdvrnon oTnv €pwtnon 11, TI CUUTTEPQIVETE yIa TNV
UTTapén Kai To €id0G TNG ETEPOYEVEIQG (TPOTTOTTOINONG);



O emépevog mivakag mapoucidlel Tn 10T BvnoiudTNTa YIa KATTIVIOTEG KAl N
KatvioTéG 0Tn MEAETN ARIC.

Kartnyopia N 10¢e1r) BvnoipyotnTa (%)
AVOPEG VUV KATIVIOTEG 1657 15,87

"'uvaikeg VUV KATIVIOTEG 1896 8,86

AVOPEG YN KATTVIOTEG 4415 6,82

["UVaiKeES N KATTVIOTEG 5895 4,89

1. 2xed1A0TE TOV OXETIKO 2X2 TTivaKa Kal UTTOAOYioTE Tov adpd Adyo avaioyiwyv
TOU BavATOU CUYKPIVOVTAG VUV KOl PN KOTTVIOTEG.

2. YmroAoyioTe Toug Adyoug avaAoyiwy (kai Ta 95% dlaoTriaTa euTTioToouvng

TOUG) TNG ox£0NG KATTviopaTog Kai 8avarou ava QuUAo.

3. Ti oupTtTEpaiveTE yIa TNV UTTOPEN ETEPOYEVEIQG (TPOTTOTTOINONG);

4. Y1roloyioTe TO OTAOUICHEVO YIa TO UAO AGYO avaAoyiwy TNG oXEoNng
KaTTviopatog Kal BavaTou pe mn géBodo NG dueong ouvoywng. TI CUPTTEPAIVETE;




