YTTOAITIIAAIMIKH ArQrH
LDL CHOL 180mg/dl uné FLOVA

40mg/d

1) Epwrnua: otéxoc umoAITIdaIHIKAG AYWYNC

ATopo uynAoU Kivduvou: HELLENIC RISK SCORE 6% =
LDL CHOL <100mg/dl

2) FLUVA 40mg/d : W LDL CHOL karta ~25%

3) Xpeialetar emimpooOern peiwon tnce LDL CHOL kara
>44%

4) H povoOepancia (ATORVA 40/80 /ROSUVA 20/40)
odnyei oe peiwoeic Tng LDL CHOL kata 50%

5) AwmaiTeitai n xopnynon ouvduadcuHoU @apHAKWY HE
ezetimibe =w.x. ATORVA 40/EZE 10 = pcsiwon
kata ~65% = LDL CHOL 108 mg/dl (+

uyleivodiaiTnTikn mapEpPaon)




looduvapec dooelc otatvwv ocov adopa TNV
gAattwon tnc LDL xoAnotepoAng

Al0 A20 A40 ABO F20 F40 F80 LIO L20 L40 L80 PIO P20 P40 510 520 S40 S80 R5 RIO R20 R40 PI P2 P4

ATOR FLUVA LOVA PRAVA SIMVA ROSU PITA

EAAnvViKA Erapeia

Hellenic Journal of Atherosclerosis 2014;5(3): 151-163 Abnpooxipwons
www.atherosclerosis.gr
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AZOENHZ ME LDL CHOL >190mg/dl pe B¢eTiko
oikoyevelako 10Topikd YTTEPAITIIAAIMIAZ KAI
KAPAIAITEIAKHZ NOZQY

9

ATOMO YYHAOY KINAYNOY I'TA OIKOIrENH
YTIEPXOAHZTEPOAAIMIA

ANATKH ETTIOETIKHZ YTTOAITITAAIMIKHZ
AlrQQrH=



ANTIYTIEPTAZIKH ArQ2rH

YTTIO CANDESARTAN 16mg/d: ATT: 160/85 mmHg

2TOXOZ ArQIrHz

ATT <140/90mm Hg
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EZATOMIKEYZH THZ ANTIYTIEPTAZIKHZ ArQIrHz

AntaITeiTal TPooeKTIKN €€aTopikeuon TNC Aywyng:

dAUEnon Tng doonc Tne CANDESARTAN (w.x.
32mg/d)

dTTpooOnkn 20u appakou
HCTZ vs CCB (peAétn ACCOMPLISH)

dZe mwpodiaPpnrikdé aoBevy  (yAukoln 115mg/dl)
evdexopeva pmopei va mwpoTiunOcei di1Udponupidivn (w.X.
pavidirivn 20mg/d) mou wiBava éxel euvoikn emidpaon
oTNV_opolooraciad Twv udartavipakwyv




Kaplan Meier for Primary Endpoint

ACEI/ HCTZ 20% Risk Reduction
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Time to 15t CV morbidity/mortality (days)

HR (95% CI): 0.80 {0.72, 0.90)
INTERIM RESULTS Mar 08
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AZOENHZ TTOY TTAHPET TA KPITHPIA (4/5)
'TA TH AIATNQXH TOY METABOAIKOY
2YNAPOMOY

A TTepipgetpog péong (BMI 34kg/m?
Y WAL

*TRG 170mg/dl

*AcOevic uynAoU KIvdUvou yia Thv epgpavion ZA
TTpooekTIKN e€aTolikeuon TNC aywync
* Yvieivooiaitnrikn mapéufaon

/



METABOAIKO TYNAPOMO

2E AZOENEIZ ME COPD

EninTwon MX: 43% vs 30%
Multidisciplinary Respiratory Medicine 2013:8: 61

ErninTwon MX: 57.6%
West J Nurs Res 2014:36: 620

ErinTtwon MX: 57% vs 40%
Plos One 2014:9: ¢98013
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Figure 4 A simplified interrelationship between COPD and DM.

Cardiovascular Diabetology 2012;11: 132
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Figure 1: Pathogenic mechanism linking between the risks factors of COPD and metabolic syndrome. (Adapted from Clini ef al. COPD and the metabolic
syndrome: An intriguing association. Intern Emerg Med 2013;8:283-9.59)

Indian Journal of Endocrinolgy and Metabolism 2016
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activity inflammation

Hypoxia
3‘;:'&:; |;1uscle — Systemic inflammation

Cachexia = Cytokines: IL-1, IL-6, IL-18, TNFa
Acute phase proteins; CRP, SAA
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Figure 2: Systemic inflammation — spill over hypothesis. (In a patient with COPD there is a spillover of peripheral lung inflammation into systemic circulation
which resulted in increased level of various inflammatory markers such as: IL-1B, IL-6, IL-8, and TNF-a. These systemic inflammatory markers are thus

sponsible for various complication associated with COPD such as; cardiovascular disease, hyperiension, skeletal muscle weakness, eic. These systemic
inflammatory markers are also responsible for the development of obesity, metabolic syndrome and diabetes in COPD patients. Adapted from Bames PJ.
Chronic obstructive pulmonary disease: Effects beyond the lungs. PLoS Med 2010;7:e1000220.09)

Indian Journal of Endocrinolgy and Metabolism 2016




