MEPI®EPIKH KYKAO®OPIKH
ANEMAPKEIA (SHOCK)

AANEgavopog KOKKIVOG
Emikoupog Kabnyntng lMaboAoyiag

A’ lNpomaideuTikn NaboAoyikn KAIviki Tou lNMavemiotnuiou AGnvwy,
NMIENA «Adiko»

AiguBuvTtng: Kabnyntng MNetpog . Z@nkakng




OPIZMOXx

KAIVIKO OUVOPOHO TTOU TTPOKUTTTEI OTTO THV OVETTOPKI APOEUCT TWV
IOTWYV HUE aipo

AVICOpPPOTTIia OVOYKWYV KOl TTAPOXG OEUYOVOU OTOUG ICTOUG,
KUTTOPIKN OUCAEITOUpPYIO, TTOAUOPYOVIKN OVETTAPKEIO

ﬂ TWV CUCTNMATIKWY OYYEIOKWY AVTICTACEWYV

A/A a1mo:

Kapobioyevn KaTatrAngio (o¢ela OVETTAPKEIO TOU KOPOIOKOU
HUOG I:I} HEIWMPEVN TTOPOXN AIHOTOG OTHV TTEPIPEPEIN)

YTTOOYKAIHIKN KOTOTTANSIa (aQVETTOPKNG TTANPWO TWV
ayyEiwyY Aoyw HEYOANG OTTWAEIONG OIPOTOG | UYPWV)



TAZINOMHZH THZ KATAINAH=IAZ

YTroOoyKaIMIKN 2NTITIKA
TPOUHATIKN Neupoyevng
Kapoloyevng Emive@pIdiokn
Evooyevng QVETTAPKEIA

2UMTTIECTIKNG AITIOAOYIOG

AvVa@UAOKTIKN




YNOOI'KAIMIKH KATATNAH=IA

Table 264-5 Hypovolemic Shock

Mild (<20% Blood
Volume)

Moderate (20-40%
Blood Volume)

Severe (>40% Blood Volume)

Cool extremities

Increased capillary refill
time

Diaphoresis
Collapsed veins

Anxiety

Same, plus:
Tachycardia
Tachypnea
Oliguria

Postural changes

Same, plus:
Hemodynamic instability
Marked tachycardia
Hypotension

Mental status deterioration
(coma)




KAPAIOI'ENHZ KATAIAH=IA

Myocardial infarction

Myocardial dysfunction
 Syslc_/]  Duastolc__|

lCardiac output TLVEDP
LStroke volume Pulmonary congestion

/

Systemnic Hypotension

perfusion &

LCoronary Hypoxemia
perfusion prassure

lschemia

Compensatory ' Frogressive
vasoconstriction®

myocardial
dysfunction




2 TOIXEIA TTAGOPYZIOAOIAZ

Otav ﬂv N Tapoxn AiNaTOG OTHV TTEPIPEPEIA IZ:) ﬂ
OVTIOCTACEWY YIO O1aTHPNON TNG OPOEUCEWG

Eav n cuoTtoAikn mriecn <60 mmHg n avTiopaocn OV EMAPKEI
|::> UTTOOPOEUC TWYV ICTWYV, TTEPIPEPIKI OYYEIOOUOTIOON VIO
TMTPOOCTACIO TWYV EUYEVIIV OPYAVWV

KuttapIikn IoXaIpio — OCUCOWPEUCH TTPOIOVTWY TOU
METOBOAICHOU, OUCAsITOUPYIO, OBavaTog

KapOloayyeIOoKK Kol VEUPOEVOOKPIVIKI OTTOKPIoN: ﬂ
KapOIOKNG TAapoxXns (Kkupiwg ﬂ‘ouxvémmg), ékkpion ACTH



2 TOIXEIA TTAGOPYZIOAOIAZ

ﬂ(p)\aypovw&bv KUTTOPOKIVWY, OYYEIODIACTOAN, I0XOIMIO
KOl OUCAEITOUPYIO OPYOVWV:

MeTafBoAIkn o¢Ewon

Ne@pIKn AVETTAPKEID

HITATIKI OVETTOPKEIO

loxoaipio pUoOKaPOIoU

ARDS

AvaAoywg aiTioAoyiag: Aiaotraptn Evooayyeiakn Nnén



Hypoperusion'hypoxia

Stasis/coagulopathy/complement activation

Reoxygenation/cell injury

L
Activation of innate immunity
I

i | 1 1 r

Monocytes/Macrophage Neutrophils Lymphocytes Coagulation/ Biomarkers/Modifiers
* Cytokines » TAdherence s TH1=TH2 Complement C-reactive protein (CRP)

* TNF-o, IL-1p, IL-6, IL-12, » B2 integrins o lIL-2,IL-2R, | | TC3a Procalcitonin (PCT)
IL-18, PGE2, TGF-p * Oxidative burst IFN-y, TNF-B | | TC5a Lipopolysaccharide binding
+ Chemokines = Reactive oxygen « TIL-4,IL-10, | | TThrombin protein (LBP)
* |L-B species (ROS) IL-5, IL-13 To-Dimers High mobility group band-1
* Activators + Degranulation LAntithrombin 11l (HMGB-1)
+ Platelet activating factor (PAF) » Elastase (AT 1) Brain natriuretic peptide (BMNP)
+ Meutrophil activating factor + Phospholipase A2 LActivated protein Meopterin (NPT}
(NAF) (PLAZ) C (APC) IL-1 receptor antagonist
» Monocyte chemoattractant + |Bactericidal activity (IL-1ra)
protein (MCP-1) TNF receptors Il (TNFR /1)
* Antigen presentation
« LHLA-DR




O «PAYAOZ KYKAOZ» THX
KATAIIAH=IAZ

Hypovolemia

Diffuse bystander cell injury/ Hemorrhage Interstitial edema
multiple organ dysfunction Capillary leak . Cardiac compliance

syndrome (MODS) 1

T

Proinflammatory phenotype/ I
inflammatory mediators

T

Innate immune
activation

|

Cell damage/damage

| Cardiac output .-—J Apoptosis/
hypoperfusion [ organ injury

: !

Hypoxia

.

Dysregulated sympathetic/
neurcendocrne activation
Endothelial cell activation/damage

v 1

associated molecular Fibrinolysis/
patterns (DAMPs) reperfusion

Microvascular stasis/
thrombosis

.

Consumptive
coagulopathy




OPIZMOI

BACTEREMI

BURNS

PANCREATITIS

BLOOD BORNE INFECTION

Ficure 1. lationship between systemic inflammatory response syndrome (SIRS), sepsis, and
infection.

Table 1—Definitions

In&cﬁtm=}nicmbial phenomenon characterized by an inflamma-
tory response to the presence of microorganisms or the invasion

y sterile host tissue by those organisms.
Bacteremia + the presence of viable bacteria in the blood.
Systemic inflammatory response syndrome (SIRS)fthe systemic

inflammatory response to a variety ol severe clinical insults. The
response is manifested by two or more of the following conditions:
(1) temperature >38°C or <36°C; (2) heart rate >90 beats per
minute; (3) respiratory rate >20 breaths per minute or PaCO,
<32 mm Hg; and (4) white blood cell count >12,000/cu mm,
<4,000/cu mm, or >10% immature (band) forms

Sepsis =the systemic response to infection, manifested by two or

more of the following conditions as a result of infection: (1)

temperature >38°C or <36°C; (2) heart rate >90 beats per

minute; (3) respiratory rate >20 breaths per minute or PaCO,

<32 mm Hg; and white blood cell count >12,000/cu mm,
<4 000/cu mm, or >10% immature (band) forms.

Severe sepsis = sepsis associated with organ dysfunction, hypoper-

fusion, or hypotension. Hypoperfusion and perfusion abnormali-
ties may include, but are not limited to lactic acidosis, oliguria,
or an acute alteration in mental status.

Septic shockqsepsis-induced with hypotension despite adequate

fluid resuscitation along with the presence of perfusion abnor-
malities that may include, but are not limited to, lactic acidosis,
oliguria, or an acute alteration in mental status. Patients who are
receiving inotropic or vasopressor agents may not be hypotensive
bnormalities are measured.

Seginduced hm ga systolic blood pressure <90 mm Hg
or a reduction of =40 mm Hg from baseline in the absence of
other causes for hypotension.

Multiple organ dysfunction syndrome ( MODS,"I= presence of altered
organ function in an acutely il patient such that homeostasis

cannot be maintained without intervention.




2HINITIKH KATATIAH=IA

Eicob0g NIKpOBIWV OTHV KUKAOPOPIA, CUXVA TTOPaywYy
TogIvwV (LPS)

Kivirotroinon auuUVTIKWY NNXOVIOHWY, EKKPICH
KUTTOPOKIVWYV UE KUPIOTEPO CKOTTO THV ﬂ‘ TNG TTAPOXNG
aipatog oTnv raoyouoa mepioxn (TNFa, TrpooTayAavoiveg,
IVTEPAEUKIVN 8, AEUKOTPIEVIO K.CL.)

KivnTomoinon Twv HNXOVIGHWY TNG TINEEWG (ESWYEVNG,
EVOOYEVNG 000G)

Kivntomoinon pubpIcoTIKWY HRXOVIOHWY (avTIPAEYHOVWON
popia, 6pouBOAUCT, KOPTIKOCTEPOEION, KOTEXOAAMIVEG)

TeAIKQ: ﬂ, TWV TTEPIPEPIKWYV OVTIOTACEWY TTOPA TIG
OUENHEVEG OUYKEVTPULWOEIG KUKAOPOPOUT WYV KATEXOAAMIVDV



2HINITIKH KATATIAH=IA

2UYVd, TTPO TNG OYYEIOOIOOTOANG, «KUTTOOUVAMIKN» @AoN:
ﬂvnapoxr’] O, oTOUG IOTOUG
KaTtaoToAnR Tou NUOKAPOIoU
YImooyKaipia
2UCOWPEUCH YOAOKTIKOU OCEOG

Xoprynon uypwyv > «UTTEPOUVONIKI» @don
Ayyei001006TOAN
Emrapkng (N augnpevn) mrapoxn O, cTOUG ICTOUG

ATreAeUBEPWON OYYEIOOIOOTAATIKWY opiwy (NO; B-
EVOOPPIVN, BPOOUKIVIVH, TTPOCTAKUKAIVL)



2HINITIKH KATATIAH=IA

TEAIKA, TTOAUOPYOAVIKI OVETTAPKEIO:
loTIkN IGYaIpia
TogIkrn 0pacH MIKPORIOKWY TTPOIOVTWYV

AldocTTapTn EVOOOYYEIOKN TTAGH
(MikpoOpoufwoEIc — AIJOPPOAYIEG)
[TiI6avoAoyouvTal O10MOPETIKOI MPNXOVICMOI AVOAOYWG
MIKpOBIakoU aITiou (Trapaywyn TogIVwyV, OIEyEPON
TTAPOYWYNG PAEYHOVWOWYV KUTTAPOKIVDV)



KAINIKH EIKONA

KuploTeEpEG EKONAWOEIG:
2ofapn apTnplokn utrotaocn (ouoToAlikn <90 mmHg)
OAlyoupia (UTTOAPOEUCH TWYV VEQPWYV)
Yuyxpo, uypo Ospua
MetaBoAIkn o¢Ewon (1I0TIKN UTTOGIO)

AlaTapayEG OIOVONTIKNG KATOOTAOEWG (EYKEPAAIKN
UTTOogIa)



KAINIKH EIKONA

2UXVO CUVOOd (paIVOUEVA:
Tayukapoia Kal TaYUTTVoIo

[lEpIPEPIKN KUAVWOT], ICXOIMIKEG VEKPWOEIG (101G
OOKTUAWY), OIKTUWTI TTEAIWON, OpOUPBWTIKEG —
EMPBOAIKEG OEPHOATIKES BAAPEG

YWNAOG TTUPETOG (EVIOTE AVTIANTTITOG MOVO OTO 0PBO
AOYW TTEPIPEPIKNG AYYEIOOUOTIOOEWG) N UTTOOEP IO

NaurTio, EJETOI, OlIOPPOIA, EAKN OTTO OTPEG
‘IkTEPOG (NITOTIKN OUCAEITOUPYIO)

AvaAoywg aitiou: KepaAaAyia, @wTopolia;, plyog,
MUOAYIEG, EcavVOnuO K.O.



EPI'A2THPIAKH AIEPEYNH2H

[ EVIKN €CETOOCN AIMOTOG:

2UVNOWG AEUKOKUTTAPWON HE TTOAUMOPYOTTUPHVIKO
TUTTO KOI TOSGIKI KOKKIWON

Avaiuia, eviote OpopfoTtrevia
2 TTOAU COPBOPEG KOTAOTACEIG: TTOYKUTTOPOTTEVIO

AldoTTaOPTN EVOOOYYEIOKK TTRSN




EPI'A2THPIAKH AIEPEYNH2H

A£pla OIPMOTOG:

ﬂdeﬁO)\lKﬁ 0CEWOT OVTIPPOTTOUMEVN N MN (ﬂHCO3,
PCO,)

YITOoGUYOVaIMIo ETT1 AOIMWEEWY OVOTTVEUOTIKOU N
ARDS (emITTAEKEI EWG KAl 50% TWV TTEPITITWOEWYV)

BIOXNMIKEG ECETAOEIG:
ﬂoupiag, KPEATIVIVNG (TTPOVEWPPIKNG AITIOAOYIOG)
ﬂ XOAEpUBpPIVNG, TpaVoauivaowy, ALP
ﬂaABoupivng, OIOTOPAXEG YAUKOCNG



[MAPAKAINIKOZ EAEI XOX

AKTIVOypa®ia Bwpakog (avaAoyws aITIoOAoyIaG):

[MOKvWwon el ACINWEEWG OVATTVEUCTIKOU
ARDS
[TAEUpPITIKEG CUAAOYEG

:::::
WWWWW




[MAPAKAINIKOX EAET XOX

HKT:
2uvnOwg PAsokopBIkn TOXUKAPOIO
EvioTe pn €10IKEG OlOTAPOYXEG ST-T
['evikn oupwyV: NMuoc@aipia, AeUKwHa, Epubpa

['evikn ENY: /\£UKOKUTpowO'r|,ﬂ Aaﬁkwua,ﬂ LDH, ﬂv
YAukodn

C/T: Eupnuara avaAoywe radnoewgs (TTayKpEATITIGC,
TPOUHO, aIpoppayia, K.d)

KaAAIEpYEIEG aipaTog, oupwy, ENY



OEPAIIEIA

AVTIMETWTTION UTTOKEIMEVOU AITIOU:
MeTayyioeig, OI0KOTTI AIOPPAYIOG

OepaTTEia ENPPAYHOTOG, AVTINETWITION
ETITTWHOTICHOU

AvVTIUIKpOBIaKn aywyn
Xoprynon KoOPTIKOCTEPOEIOWV
NoonAcia o MEG®

Yoo THPISH TG KUKAO@OPIOG (Xopnynon uypwy,
IVOTPOTTWYV (POPHAKWY)



OEPAIIEIA

AVTIHETWITION ETTITTAOKWV:

AET (mAacpa, aipotreTaAIld, XapunAou HopIioKoU
Bapoug nTrapivn)

AVOTTVEUOTIKI aVETApPKEIA (O,, SlaowANvVwon)
Ne@pIkn averapkelia (Uypd, aipokabapon)
HmmaTikn avemapkeia (aABoupivn, TTAGOHO)

AlaTnipnon eUYAUKaIpiog (IvoouAivn)



1" NEPINTQZH

Avopog 21 eTwV, CTPOATIWTNG
Artia e1lc0660uU

YWNAOG TTUPETOG, KEPAAOAyia, EJETOI, COBapn UTTOTAGH KOl
OIOTAPOYMEVH ETTIKOIVWVIO ME TO TTEPIBAAAOV

[lapouca vooog

[lpo 24wpou ApXETOI KEQAAOAYIO HE TTPOOOEUTIKN ETTIOEIVWWON
OTNV OTTOI0 TTPOCETEONC AV TPOPWOEIG EUETOI. 2TO IATPEIO TNG
MOVAOOG TOU XYOPNYNONKE TTAPOKETALOAN.




NMNapouoca vooog (OCUuvEXEID)

H KAIVIKN TOU €IKOVO ETTIOEIVWONKE, JE ENPAVIOH UWNAOU
TTUPETOU (Ewg 39.5°C)

TauToyxpova, o aoBevnG EvE@AVIOE UTTVRAIO Kol @wTOo@oBia,
EVW N KEQAAOAyIa EYIVE a@OPNTN

2 & VEa e¢eTaon OlamioTwONKE umroraon (90/50 mmHg) kai
OlOTAPOYXN TNG ETMIKOIVWVIAG ME TO TTEPIBAAAOV

O aoc0evng O1EKOMICON ETTEIYOVTWG OTO VOO OKOMEIO



AvooKOTTNON CUCTNHATWY

O1 TTAnpoopieg OIOOVTAI ATTO TOV IOTPO THG MOVADOG, AOyw
TNG OUOXEPOUG ETTIKOIVWVIOG TOU 00Bevoug

AVaTTVEUOTIKO: XWpPIG BAxa, OucTrvola N aAAa evoxAnuata

KukAo@opiko: Xwpic otndayyxn, aicbnua maApwy | aAAa
gvoyAnuora

[lerTiko: EpeTol amo 20wpou TTEPITTOU

MuookeAETIKO: HITIEG HUOAYIEG, EVTOVH AOUVOMIO KO
KaTofBoAn

Neuplko: YrvnAia, cOUVAMIO CUYKEVTPWOEWG OTTO OAIYWYV
WP WV

OwboApoi: Pwrowofia

AEpuo KOl ecapTRUOTo: XWPIG OVAOPEPOMEVA EVOXANMATO




ATOMIKO AVANVNOTIKO

Emeico010 peiovog KATOBAIWEWG Trpo £ETOUG. Aapfavel
pAouoceTivh) 20 mg NUEPNCIWG WG Aywyn oUuVTAPNONS

2uvnoscieg Kal TpOTTOG CWNG

AlIOAEITTOUC O KATAXPNON OIVOTTVEUHOTOG (4-5 TTOTa 2 (POPEG
TNV £foouada)

KatmrvioTng ammo 3£Tiog, cUVOAIKA 3 TrokETO/ETN (1 TTOKETO
NUEPNCIWG)

KANpovouIKG aVOUVNOTIKO
[NoaTnp 46 TV XWPIG TPOoRANUOTO UYEIOG
MNTnp 42 eTWV XWPIG TTPOLARMATO UYEIOG



ANTIKEIMENIKH E=ZETA2H

Own, Bpewn: Own racyovrog acBevougs. YmEpRBapos acOevg
(Bapog 82 Kg, Ywog 1.76 m, BMI 26.5 kg/m?). lNepipetpog
MEONG 93 EKATOOTA

ZWTIKA onueia: ©: 39.8 °C, o@ucelg: 128/AeTrTO, OPTNPICKI
mieon: 85/50 mmHg

Ke@aAn, opBaApol, wra, ouluyieg: YMIKTEPOG. KOPEG I0EG,
OVTIOPWOEG

TpaynAog: Xwpic Aep@PAOEVEG, YNAOPNTA HOPPWHATO,
KOPWTIOEG WNAAPNTEG ANPW, XWPIG PUOCHNATO
KukAo®opiko: DAsBokopBikn Tayukapodio, S1 kol S2
EUKPIVEIG, pUBDHIKOI, YWPIG (pUoHMOTA | QXO TPIPNG




ANTIKEIMENIKH EZETAZH (2)

MUOOKEAETIKO-VEUPIKO: AUXEVIKN OUCKOpWia. Znueia Kernig Kai
Brudzinski (+). TevovTia avTovoKAOOGTIKO EKAUOVTOI. AlOTAPOYMEVOG
TTPOCAVATOAICNOG OTO XWPO KAl TO XPOVO

AVOTTVEUOTIKO: 25 OVATTVOEG/AETITO, AVATTVEUOTIKO WIOUPIoHO KO
(V0] 0))

KoilAia: Xwpig dlatacn n emiQpAeRo. EVTEpIKOI QYOI TTAOPOVTEG.
TUPTITOVIKOTNG OTNV ETTIKPOUOCT TTEPIOUPAAIKA, XWPIG
HETOKIVOUMEVH apBAUThTO. XWPIG evuaiobnoia N ynAoapnta
HOP@WMATA, NTTOP KOl CTTARV O£V WNAA@WVTOI. AOKTUAIKN EEETAOCN
aPVNTIKN VIO aipa, HEAaIVa, JopPWHATA, EuaIocBnoia § cUAAoyr 6TO
AouyAdoeio

Agppa kol ecopTnuoTto: NeTeXEIwWdes YnAa@NTO AIOPPAYIKO
gcovOnua uNPWY KAl KoIAIaG




[Moia gival n milavoTepn d1ayvwon;
YITOOYKOIMIKN KOTOTTARSia
Neupoyevng KaTatrAngio
DapUAKEUTIKN OVTiOpaon
2NTTTIKN KOTATTARSIa AOyw ACIPHWEEWG OUPOTTOINTIKOU
2NTITIKN KaTatrAnéia Aoyw BakTnpIioKnG PNVIyYiTIOoG
AANAepyiko shock
loyevn G eyKe@AAITIG



Brudzinski's neck sign




[Noieg e¢eTaOEIG Ba TrpETTEl VA OlEvEPYNBOUYV;

["evikn aipaTog, TTARPNG BIOXNMIKOG EAEYXOG, TTARPNG
CIMOPPOYIKOG EAEYXOG, EPIO AIPOATOG

YTTOAOYIGTIKI TOMOYPO®IO EYKEQAAOU

Ooc@uovwTIaIO TTOPAKEVTNON KOl ECETAOCN EYKEQAAOVWTIOIOU
uypou (Gram xXpwon, BIoXxnUIKN e¢ETaoT, KOAAIEPYEIQ)

MayvnTikn TOHoOypOa@Iia EYKEPAAOU
KaAAlEpyeia aipaTog

BuBookotrnon



EPI'A2THPIAKA EYPHMATA

[(eVvIKA aipaTog
Ht: 39%, Hb: 13.2 g/dl, Asukad: 25.800/pl (MoAu: 88%, Aeppo 8%),
PLT: 105.000/pl

BioynuiKéc e€EeTAOEIC

2akyapo: 101 mg/dl, Oupia: 90 mg/dl, KpgaTivivn: 1.9 mg/dl,

Na: 146 mEqg/l, K: 4.3 mEg/l, CPK: 167 U/l, LDH: 602 U/I, AST: 64 IU/I,
ALT: 75 IU/l, aABoupivn: 3.0 g/dl, xoAepuBpivn: 2.1 mg/dl (apeon:
1.6 mg/dl)

Aépia aipaTog

pH: 7.34, PO,: 88 mmHg, PCO;: 25 mmHg, HCO;: 16 mEq/I




EPIA2ZTHPIAKA EYPHMATA (2)

AILHOPPOAVIKOC EAEYXOC

PT: 15 sec (napTupag: 11 sec), aPTT: 65 sec (HapTupag: 27 sec),
INR: 1.5

Ivwdoyovo: 80 mg/dl (P.T.: 200-400 mg/dl), D-dimers: ++++

BuBooKo1mTnon

ApVNTIKI YIO GNMEIO OUSHHUEVNG EVOOKPAVIOG TTIEGEWG

HKI : PAefokouBIKNn TOXUKAPDia




Lumbar Puncture
TOP VIEW

'M ;/‘

plnal Cord

SECTICN

il Ceretrm._ spinal

Meedle




EZETA2H Er KEQPAAONQTIAIOY YI'POY

Kuttapa: 3200/ul (95% moAupop@otmupnva), YAukoln: 39 mg/dl,
mpwTEIVEG: 650 mg/dl, LDH: 399 U/I

Xpwon Gram: Gram (-) OITTAOKOKKOI

Latex test: (+) yia Neisseria Meningitidis

KaAAigpyeia: Neisseria Meningitidis



OEPAIIEIA;;;



OEPAIIEIA

AVTIJETWITION UTTOKEIPEVOU OITIOU:
MeTayyioeig, OI0KOTTI AIOPPAYIOG

OepaTTEia ENPPAYHOTOG, AVTINETWITION
ETITTWHOTICHOU

AvVTIUIKpOBIaKn aywyn
Xoprynon KoOPTIKOCTEPOEIOWV
NoonAcia o MEG®

Yoo THPISH TG KUKAO@OPIOG (Xopnynon uypwy,
IVOTPOTTWYV (POPHAKWY)



OEPAIIEIA

AVTIHETWITION ETTITTAOKWV:

AET (mAacpa, aipotreTaAIld, XapunAou HopIioKoU
Bapoug nTrapivn)

AVOTTVEUOTIKI aVETApPKEIA (O,, SlaowANvVwon)
Ne@pIkn averapkelia (Uypd, aipokabapon)
HmmaTikn avemapkeia (aABoupivn, TTAGOHO)

AlaTnipnon eUYAUKaIpiog (IvoouAivn)



2" TIEPINTQ2H

Avopog 56 eETwV, OIVOTTOIOG
Aitia eilcodou
Eupeyebng aipaTEpeon
NMNapoUuoca vooog

[lpo 4wpou o acbevng aoBavBnke vauTia, COAN KAl Iria TAon
MPOG EPETO. AKkOAouBnoav 2 eTTEICOO0I0 AINOTEUECTEWG TTOU
TTEPIYPAPOVTOI ATTO TH GUCUYO TOU WG ISINITEPO Biaio, ME
OTTOoOAN NEYOANG TTOGOTNTOG AIATOG. TAUTOXPOVO, O
000EVNG EVEQAVIOE EQIOPWON, ETMIOEIVWON TNG CAANG KOl
NITIO SIOTAPOXK TOU ETMITMEOOU ETTIKOIVWVIOG (UTTVNAIQ).
MeTa@epONKE ATTO TOUG OIKEIOUG TOU OTO VOO OKOMEIO.




AvooKOTTNON CUCTNHATWY

O1 TAnpo@opieg OIdOVTAIl Ao TH OUCUYO TOU 0oBsvoug

AvVaTrveUuoTIKO: HTmiog BRxacg trou epg@avicOnke mwepi tn 1 wpa
TTPO TNG OPICEWG TOU 0oOEVOUG

KukAo®opiko: Xwpic oTndayxn, aicbnua maApwy n aAAa
gvoyAnuora

[IETTTIKO: 2 EUMEYEBEIG ENETOI TTPO 3.5 WPWV HE HEYAANR
TTOCOTNTA AIMOTOG

MuookeAETIKO: Hmia aduvayia

Neupliko: YvnAia, cOUVAMIO CUYKEVTPWOEWG OTro 3 WP WV

OwpboApol, wro: XwpIic avapeEPOMUEVA EVOXANMATO

A£puo KOl EcapTRUOTO: XWPIG OVAPEPOMEVA EVOXARMATO




ATONIKO OVAUVNOTIKO
ApTNPIOKN UTTEPTOON OTrO 3ETIOG

Alayvwon dAKOOAIKNG KIPPWOEWG TTPO £TOUG. AlgAsiTTOUC O
AQwn mpotmpaVvoAoAng (20 mg TpIG NHEPNOIWG). AtV EXEI
ETMICKEPOEI I0TPO EKTOTE

2uvnoegieg Kal TPOTTOG CWNG

Katayxpnon oivomveuparog (1-1.5 @IaAeg oivou NUEPNOIWG ATTO
20eTi0G). TO TEAEUTOIO £ETOG OVOMEPEI HEIWON THG
KOTOVOAWOEWG, AAAG OXI O10KOTTH, AOYyW ETTOYYEAHOTOG

KatmrvioTng ammo 38 eTwyv, OUVOAIKA ~57 TTakETa/eTn (1.5 TrOKETO
NUEPNOIWG)

KANpOVOMIKO OVOUVNOTIKO

[Noatnp amePiwoce o€ NAikia 80 etwyv (AEE)

MnTnp 77 TV, TTOCYEI OTT0 OPTAPIOKN UTTEPTOON, XA TUTTOU! 2



ANTIKEIMENIKH E=ZETA2H

Own, 6pswn: Own Taocyovrog acBevoug. AcBevng
(puoioAoyikou ffapoug (Bapog 74 Kg, Ywog 1.77 m, BMI 23.6
kg/m?). lNepipeTpog péong 87 ekatTooTd

ZWTIKA onueia: ©: 38.3 °C, o@uUgeIG: 92/AeTTTO, APTHPIOKN
mieon: 90/50 mmHg

Ke@aAn, opBaApol, wra, oUCUYIEG: IKTEPIKN XPOIA CKANPWYV.
Kopeg I0€G, aVTIOPWOEG

TpaynAog: Xwpic AEN@PAOEVEG, YNAOPNTA HOPPWHATO,
KOPWTIOEG WNAAPNTEG ANPW, XWPIG PUOCHNATO
KukAo®opiko: DAsBokopBikn Tayukapodio, S1 kol S2
EUKPIVEIG, pUBDHIKOI, YWPIG (pUoHMOTA | QXO TPIPNG




ANTIKEIMENIKH EZETAZH (2)

MuUoOOKEAETIKO-VEUPIKO: HTia uttvnAia. AlaTapaypEVOG
TTPOCAVATOAICHOG OTO XWPO KAl TO XPOVO

AvoTTveEUOTIKO: 20 avOoTrVOEG/AETTTO, NITIOI TPICOVTEG OECIOG BACEWG

KolAia: ‘Hmia diateTapevn. ETTigpAeBo otV TrEPIOPPAAIK KOl OTIG
TTAQYIEG KOIAIOKEG XWPEG AUPwW. EVTEpIKOI YOI augnUEVOI
(BopBopuypoi). TUPTTOVIKOTHG GTNV ETTIKPOUCT TTEPIONPOAIKA,
UtToWia PMETOKIVOUNEVNG auBAUTRTAG. XWwpPIG evaicOnoia n
YnAapnta popwpuarta. Hrap ynAaento ~4 cm KATWOEV Tou
TTAEUPIKOU TOGOU, AVWHOAO, GKANPO, aVWOUVo. 2TTANV YNAa@nNTog
~3 cm KATWOEV TOU TTAEUPIKOU TOGOU. AOKTUAIKK £GETACN: KEVN
Ankubog

Aeppa kol ecopTnuoTto: OAlyol O100TToOPTOl APAXVOEIDEIG OTTIAOI
KOIAI0G-BlpaKog




[loieg gival o1 TrIBavoTEPEG OIOYVWOEIG;
YITOOYKOIMIKN KOTOaTmARSia
Neupoyevng KaTatmrAngio
Kapobloyevng KaTamrAngio
2NTTTIKN KOTATTARSIa AOyw ACIPHWEEWG OVOATTVEUCTIKOU
[Iveupovia € EI0POPNOEWG
Kipooppayia el AAKOOAIKNG KIPPLWOEWG

AANAepyiko shock



R
Dullness

ympany

e




[Noieg e¢eTaOEIG Ba TrpETTEl VA OlEvEPYNBOUYV;

["evikn aipaTog, TTARPNG BIOXNMIKOG EAEYXOG, TTARPNG
CIMOPPOYIKOG EAEYXOG, EPIO AIPOATOG

YITOAOYIOTIKI) TOpNOYpOa@ia BwpaKog
ATTAn aKTIVOypa@io 6wpaKog
YITOAOYIOTIKI) TOpNOYPOa@Ia KOIAIOG
U/S nmaTog, XoAR@opwyV, GTTANVOG

[aoTpOOKOTTHON



EPI'A2THPIAKA EYPHMATA

"eviK dipoToC
Ht: 26%, Hb: 8.9 g/dl, Asuka: 14.700/ul (MoAu: 82%, Asppo 12%),
PLT: 88.000/pl

BloYNUIKEC ECETACEIC

2akyapo: 95 mg/dl, Oupia: 102 mg/dl, KpgaTivivn: 1.5 mg/dl,

Na: 146 mEqg/l, K: 4.3 mEg/l, CPK: 65 U/I, LDH: 557 U/l, AST: 102 IU/I,
ALT: 96 IU/l, aABoupivn: 2.9 g/dl, xoAepuBpivn: 4.2 mg/dl (apeon:
3.1 mg/dl)

Aépia aipaTog

pH: 7.42, PO,: 70 mmHg, PCO,: 36 mmHg, HCO;: 25 mEq/l




EPIA2ZTHPIAKA EYPHMATA (2)

AILHOPPOAVIKOC EAEYXOC

PT: 19 sec (pnapTupag: 10 sec), aPTT: 72 sec (HapTupag: 26 sec),
INR: 2.0

lvwooyovo: 280 mg/dl (P.T.: 200-400 mg/dl), D-dimers: +/-

U/S KolAiag

HiraTtopeyoAia e avayevVVNTIKOUG 6(0UG. ZTTANVOMEYOAia (OIGMETPOG

~16.5 cm). AiaTaon TUAaioag @AERaG

HKI: 'Hmia PAsfokoufikn TaXuKapdia

.-:.!._!l.l‘ !Illl-.!-!J!“




Ala Bwpakog: Eikova cupfarn JE
TTVEUMOVIO £€ EICPOPNOEWG




Tommo0£éTnoNn KABETAPO
Sengstaken-Blakemore JExpl va
KATAOTEI OUVOTN N EvOOOKOTTNON

O100(QaYyOYOOTPOOKOTTNON:
Kipool olco@ayou PME OTOIXEIO
TMPOOMATNG CINOPPOAYIOG

Esophageal balloon inflation x (A
Gastric aspiration ——" 7 '

Gastric balloon inflation

Esophageal balloon

Gastric balloon




OEPAIIEIA;;;



OEPAIIEIA

AVTIJETWITION UTTOKEIPEVOU OITIOU:
MeTayyioeig, OI0KOTTI AIOPPAYIOG

OepaTTEia ENPPAYHOTOG, AVTINETWITION
ETITTWHOTICHOU

AvVTIUIKpOBIaKn aywyn
Xoprynon KoOPTIKOCTEPOEIOWV
NoonAcia o MEG®

Yoo THPISH TG KUKAO@OPIOG (Xopnynon uypwy,
IVOTPOTTWYV (POPHAKWY)



OEPAIIEIA

AVTIHETWITION ETTITTAOKWV:

AET (mAacpa, aipotreTaAIld, XapunAou HopIioKoU
Bapoug nTrapivn)

AVOTTVEUOTIKI aVETApPKEIA (O,, SlaowANvVwon)
Ne@pIkn averapkelia (Uypd, aipokabapon)
HmmaTikn avemapkeia (aABoupivn, TTAGOHO)

AlaTnipnon eUYAUKaIpiog (IvoouAivn)



EYXAPIZTQ



AYZAINAAIMIE2



Avopag 35 ETWV, KATTVIOTNG
(~30 TrakETO/ETN)

OIKOYEVEIOKO IGTOPIKO
OTEPAVIAIOG VOOOU CE VEAPO
nAIkia (matépag: OEM ota 42)

[IpoocEp)ETAI VIO TTPOANTTTIKO
EAEYXO, PWTWVTOG OV THPETTEI VO
METPNOEI TH XOANOCTEPOAN TOU

TI 2YNIZTATE;



AIMIAAIMIKO MNMPO®IA

OAIkn XoAnotepoAn: 335 mg/dl (140-200)
HDL XoAnotepoAn: 28 mg/dl (>40)
TpiyAukepiola: 144 mg/dl (50-150)

LDL XoAnotepoAn: 278 mg/di (<160)



KAI TQPA I'IATPE TI FINETAI;




AIITIATIA AIMATOX

ATAG_Awmiowu
* XoANoTEPOAN

* Awmapa olsa (KopeoUEVa, HOVO-, TOAV-OKOPECGTO.)
Xoumioko Awmiowe (Eotepomrommuéva AO)
* Eotépeg yoinotepoins (Xoinot. + AO)

e Tprylvkepiown (Tprokvioylvkeporeg)
— I'hokepivn + 3 popuo Mmapov 0EE@V
 domogommiorn (I'lvkepivn+AO+P)
— Agxi0ivn, Kaporwoimwivny

o XOLYYOoMTIOL0, (KEPUULOLO, COLYYOMVEALVES)



General chemical structures of lipids present in
lipoprotein species (a)

i
(CH, —OH (H, —0—C—R,
i
HO—CH R,—C—0—CH
i
CH, —OH H=0=(=8
Glycerol Triglyceride

A



AINMAPA O=ZEA

KEKOPEZMENA

Q‘ -

Q
g w—7 J @8

MONOAKOPEZTA LTS

ACIDO GRASSO MONOINSATURO (cleico,

MOAYAKOPEZTA




General chemical structures of lipids present in
lipoprotein species (b)

Cholesterol



XPHXIMOTHTA AIIIAIQN

o amoOnkevon evépyelog (MmT@ONG 16TOQ)

o ypnon og anyn evEPyeELog
I'o otEPOELOOYEVEST (TAPAYOY] GTEPOELOOY
OPUOV®V)

o Topayoyn TpocTaYAAVOLYQOY
o oyMUaTIoNHO YOMKOV OAITOV
o oynuatiopo Prraptvne D

AOMIKO GUGTUTIKO TOV KUTTUPLKOV HERPpavev



MeTagpopa Twv AITTIOIWV

Apoprotein boat



AIMONPQTEINEZ

> EIVOl awpaTiolal Ta ofrola ammoTeAOUVIaN Ao EVa
UOPOYO[O TMUPNHVO, OTTOU TIEPIEXOVTOI EGTEPEG
YOANGTEPOANG KAl TRIVAUKEPIOIA! KOl EVO AUPIQIAC
MEPIBANUA, TO OTTOI0 ATTOTEAEITAI ATTO PO POAITTIONG,
eNEUOEPN XOANGTEPOAN KABWGE KAl ATTO TIPWTEIVEG
(ammoNimoTpwTEIVEG-apoA, apoB, apoC, apokE, apo (a)).

> O TEAEUTAIEG EIVAI OMAPAITATEG 07N CUVBEGN KOl
OI0MNPNON TG OOUNG TWV GWHOTIOIWY, GTNV
EVEPYOTTIOINGH EVCUNWY: KABWGE KAl GTRV. ATTO00GH TWV.
NITTIOIWY GTOUG IGTOUG 010 HEGOU! EIOIKWY. UTTOOOXEWY



Ao NITTOTTRWTEIVOV

Medscape® www.medscape.com

Protein _oitit el »,  Structure of a Lipoprotein

Apolipoprotein
A- (HDL]M

Cholesterol X "

Cholesterol
Ester

Free Fatty Acid Cholesterol

Triglyosride Phospholipid
Fatty Core

2001 medmovie.caom™



Ta&lvounon AImompwTEVWY

§ 0.95

\

§

\ 1.006 |- =

§ %‘) YTroAAsiypara

§ s 1.02r XUAOMIKPWYV

§ c LDL

§ § XUAOHIKpQ
§ = 106F

\

§ 110 F HD

§ 120 [ | | 1 | | 1 /(a7 0 |
§ 5 10 20 40 60 80 1000
§ AlgueTpoc mm




AITIONPQTEINEX

TuUTTOQ [MukvotnTa (g/ml) § Kupia Aimmidia [Mpo€Aeuon ATTOTTPWTEIVEG
XuAouikpd <0.95 TG-85% ‘EvTEPO ApoB48
apoA
(apoE,C atro
HDL)
YT1TOA. XUAOUIKPWYV <1.006 TG-60% KukAo@opia apoB48, apoE
Ch-20%
VLDL <1.006 TG-55% Hmap apoB100.E,C
Ch-20%
IDL 1.006-1.019 TG-25% KukAo@opia apoB100,E
Ch-35%
LDL 1.019-1.063 Ch-60% KukAogopia apoB100
TG-5%
HDL 1.063-1.21 Phosph-25% ‘Htrap apoA,C,E

Ch-20%

‘EvTEpPO




Lipoproteins differ in size and density

) s Chylomicron
&
—
Chylomicron
LDL remnants
=
E
8
@
=
=
Y

A Smaller =€ Size » Larger



AIIONPQTEINH (a) [Lp(a)]

* E1owkn popoen LDL [LDL+Apo(a)]

o Avtayovicetor to ITAaocuivoyovo oTig
0&oe1C 6VVOEGNC TOV UE TO LV®OOYOVO KL
WIKN (apa 00N YEL 6€ HELMOT) TNS
iKovotnToc Opouporvonc)

e YUVOEETOL NE HOKPOPAYO KOl TPOAYEL
ONULOVPYL UPPMOMV KVTTAPMV KL
EVOOUITMOGC 0TS 0ONPOUUTIKES TAGKES
(mpoayer aOnpoyéveon)



Heterogeneity of Lp(a) Lipoprotein Particles as Compared with
Particles of Low-Density Lipoprotein (LDL)

Large Smmall
LDL

9999999999 Tw

Scanu, A. M. N Engl J Med 2003;349:2089-2090




AEITOVPYI0 ATOTPOTEIVOV

o AOLKN OKEPOLOTNTA ATOTPWOTEIVOV
e 2VVOEGT UE VTTOOOYELC

* Evepyomoinon evCouwmv



ATNIOAIIONPQTEINEX
A-I (6opiko ocvototik0 HDL, evepyomommtig LCAT)

A-II (HDL, evepyomomt¢ NTaTIKNS ATd.ong)

A-1V (evepyomomtis LPL kol LCAT)

B-100 (VLDL, IDL, LDL, Lp(a), ovvoegon pne vroooyso LDL)
B-48 (Xviopkpa)

C-I (evepyomomtig LCAT)

C-1I (ovopmapayovrag g LPL)

C-11I (amopaxkpovvoen MTOTPOTEIVOV TAOVGLOV 6€ TPyl amo
KUTTOPLKOUS VT0o0yels ne T fondeia tng apo-E)

D (ovumapdayovrag CETP)

E (o0voeon pe vroooysa LDL, yvlopikp@v, KOTOAOIT®V
VLDL. Tplo arma: E2, E3, E4)

Apo(a) [dopko ocvotoTiko Lp(a), ovaocTtoliag EvEPYOTOINGNS
nAacuvoyovov oty Lp(a)]



METABOAIGUOG TWV
NITTOTTPWTEIVOV.

Exogenous o Endogenous
pathway ArbaETPor G pathway

Bile acwds

b
[ ch-ule;mrﬂ ]

tissues

Chaylomigron

o
- -
Chiylomicron ey

Adipose




AVTIOTPOPN UETOPOPA
YOANGTEPOANG

_—Macrophage

Free
cholesterol







Lower Cholesterol Levels Associated With Lower CHD Risk

|_\
o)
o

The Framingham Heart Study

=
© N
o u

CHD Incidence per 1000
ﬂ
)

50
25
O L
< 205- 235- 265- > 295
204 234 264 294
Serum Cholesterol (mg/100
mL)

Castelli WP. Am J Med. 1984;76:4-12.



CHD RiIsk Reduction with Statin

Therapy Relative Risk Reduction (20)
Endpoints +20,0 5 0-15.20.25 30.35 4045 20

Major coronary events —nu

Coronary deaths —

Cardiovascular deaths ——

Noncardiovascular events 1 —

Total mortality —n—
Strokes I N !
Intermittent claudication —
Angina —a —

La Rosa JC et al. JAMA 1999;282:2340-2346. | Crouse JR Ill et al. Arch Intern Slide Source:

Lipids Online Slide Library
www.lipidsonline.org

Med 1997;157:1305-1310. | Pedersen TR et al. Am J Cardiol 1998;81:333-335.



LRC Follow-up Study: CVD Mortality
by Non-HDL-C and LDL-C Iin Men

Non-HDL-C Rate/

(mg/dL) 10,000
<160 38.0
160 to <190 43.0
190 to <220 53.9
>220 80.6

LDL-C (mg/dL)

<130 40.2
130 to <160 48.2
160 to <190 54.9
>190 71.3

O 0.25 0.50 0.751.001.25 1.50 1.752.00 2.25 2.50 2.75 3.00
RR with 95% CI

LRC = Lipid Research Clinics; RR = Relative risk; ClI = confidence interval.

Cui Y et al. Arch Intern Med 2001;161:1413-1419.

Slide Source:
Lipids Online Slide Library
www. lipidsonline.org



LRC Follow-up Study: CVD Mortality
by Non-HDL-C and LDL-C in Women

Non-HDL-C Rate/
(mg/dL) 10,000
<160 17.6 ®
160 to <190 26.5
190 to <220 29.2 |
>220 51.3
LDL-C (mg/dL)
<130 25.4 ¢
130 to <160 22.8 o
160 to <190 27.7
>190 40.1
|
0 1.00 3.50 4.00

RR with 95% CI
LRC = Lipid Research Clinics; RR = Relative risk; ClI = confidence interval.

Slide Source:
Lipids Online Slide Library
www. lipidsonline.org

Cui Y et al. Arch Intern Med 2001;161:1413-1419.



Simvastatin Reduced the Risk of Major Coronary
Events: Subgroup Analyses from the
Scandinavian Simvastatin Survival Study

n=1814 n=407 n=1156 n=542 n=573 nN=105
O T T
c
S -107
)
S _20-
S
D
5 = 31
ﬁ 40_ -34 -35 -34 37
e - P<0.00001 p=p.01 P<0.0005 P<0.002
= P<0.002
G -50
o 55
Q ~60 P=0.002
-70

Men Women Older Smokers Hyper- Diabetes
tension

4S Group. Lancet 1994;334:1383—-1389. e Online Side Library

www. lipidsonline.org



HMG-CoA Reductase Inhibitor:
Secondary Prevention

Heart Protection Study (HPS)

20,536 patients with CAD, other occlusive arterial disease, or DM randomized to

simvastatin (40 mg) or placebo for 5.5 years

Baseline
LDL-C (mg/dL)

Statin
(n =10,269)

Placebo
(n =10,267)

Event Rate Ratio
(95%0 CI)

<100

100 — 129

=130

All patients

282 (16.4%)

668 (18.9%)

1083 (21.6%)

2033 (19.8%)

358 (21.0%)

871 (24.7%)

1356 (26.9%)

2585 (25.2%)

0.76

‘ (0.72-0.81)
. P<0.0001

L 1 1
0.4 06 08 1.0 1.2 14

Better Worse
Statin

CAD=Coronary artery disease, Cl=Confidence interval, DM=Diabetes mellitus

HPS Collaborative Group. Lancet 2002;360:7-22.

Slide Source:
Lipids Online Slide Library
www.lipidsonline.org



Treating to New Targets (TNT): Primary
Efficacy Outcome Measure
First Major Cardiovascular Event™>

0,15
HR = 0.78 (95% CI 0.69, 0.89)
P=0.0002
Atorvastatin 10 mg ReRl)E_:ltii(ve
is
0,101 Atorvastatin 80 mg * =ealue e
= 22%

0,05+

Major Cardiovascular Event

Proportion of Patients Experiencing

0,00 . . . . . .

Time (years)

* Coronary heart disease death, nonfatal non-procedure-related myocardial infarction,
resuscitated cardiac arrest, fatal or nonfatal stroke

LaRosa et al. N Engl J Med 2005;352:1425-1435. s Online Slide Library

www.lipidsonline.org



HMG-CoA Reductase Inhibitor:
Secondary Prevention

Relationship between LDL-C Levels and Event Rates in
Secondary Prevention Trials of Patients with Stable CHD

307
® Statin 4S

25- Placebo
~ 20! 4S
§ »
= 151 LIPID LIPID
g CARE _® CARE
L 10- APS e —2 HPS

»— TNT (atorvastatin 10 mg/d)
Sk = TNT (atorvastatin 80 mg/d)
3 70 ]0) 110 130 150 i 40) 190 210

LDL-C (mg/dL)
LDL-C=low-density lipoprotein cholesterol; CHD=coronary heart disease; TNT=Treating to New
Targets; HPS=Heart Protection Study; CARE=Cholesterol and Recurrent Events Trial;
LIPID=Long-term Intervention with Pravastatin in Ischaemic Disease; 4S=Scandinavian
Simvastatin Survival Study.

Slide Source:

LaRosa et al. N Engl J Med 2005;352:1425-1435. et O e Gl (s

www.lipidsonline.org



Assoclations Between CHD Events and LDL
Particle Number* Versus LDL Cholesterol

Low LDL-C — Low LDL-P
(n=1249)

High LDL-C —Low LDL-P =
(n=284) ;\\H'\_.

High LDL-C - High LDL-P
(n=1251)

©
2
c
-]
w
5
=
o
c
<))
>
L
Y—
o
>
=
o
3]
Q0
e
o

Low LDL-C - High LDL-P
(n=282)

Time to CVD (years)

Years of Follow-up

*Measured by nuclear magnetic resonance.
CHD = coronary heart disease; LDL-C = low-density lipoprotein cholesterol;
LDL-P = low-density lipoprotein particles

Reprinted fronm Cromwell WC, et al. J Clin Lipidol. 2007;1:
583-592, with permission from Elsevier Limited.






Atherogenic Particles

Apolipoprotein B

MEASUREMENTS:
Non-HDL-C
® o
VLDL VLDLr  IDL LDL Small,
Y y dense
LDL

TG-rich lipoproteins

Slide Source:
Lipids Online Slide Library
www.lipidsonline.org



Coronary Heart Disease Risk According to
HDL-C Levels: The Framingham Heart Study

4,0+ e 4.0

9O

= 3,0

o2 |

S 2,0 020

o

g \ 0

5 1,01 C
0,0 l | I

25 45 65

HDL-C (mg/dL)
CHD = coronary heart disease; HDL-C = high-density lipoprotein cholesterol

Kannel WB. Am J Cardiol. 1983;52:9B-12B. Slide Source:

Lipids Online Slide Library
www.lipidsonline.org



Coronary Heart Disease Risk According
to HDL-C Levels: The PROCAM Study

186 CHD Events™ in 4,407 Men Aged 40-65 Years
Incidence of CHD
HDL-C Tertile Observed CHD Events at 6 Years
(mg/dL) Events (per 100) (per 1,000)
< 35 77 1107
35-55 27 30
> 55 26 21

*134 definite nonfatal myocardial infarctions and 52 definite atherosclerotic
CHD-related deaths

TApproximately a 4-fold increased risk of CHD at 6 years for this tertile

CHD = coronary heart disease; HDL-C = high-density lipoprotein
cholesterol; PROCAM = Prospective Cardiovascular Munster Study

Assmann G, Schulte H. In: Lipid Metabolism Disorders and

" ) Slide Source:
Coronary Heart Disease. 1993;19-68. Lipids Online Slide Library

www.lipidsonline.org



Low HDL-C Predicts Coronary Heart
Disease Risk Independent of LDL-C:

The Framingham Heart Study

Data for men aged
50-70 years

3,01

Relative Risk 2,01
of Coronary
Heart Disease
After 4 Years 1.0]

0,0
100

LDL-C (mg/dL)

HDL-C = high-density lipoprotein cholesterol; LDL-C = low-density lipoprotein cholesterol

Reproduced with permission from Castelli WP. Can J Cardiol. _
1988;4(Suppl A):5A-10A. Copyright © 1988 Pulsus Group Inc. Slide Source:

Lipids Online Slide Library
www.lipidsonline.org



Hypertriglyceridemia Increases CHD
Risk in Patients With Low HDL-C Levels:
The PROCAM Study

2507 =
o ™ TG < 200 mg/dL “Bar
represents

8 200 TG =2 200 mg/dL SCEJ of
e subjects In

= which 25%b
o 8 1501 of CHD
Q> events
8 © 1004 occurred
C Cc
% N
E Y

O T
<5.0 > 5.0

LDL-C / HDL-C Ratio

CHD = coronary heart disease; HDL-C = high-density lipoprotein cholesterol; LDL-C =
low-density lipoprotein cholesterol; PROCAM = Prospective Cardiovascular Munster
(PROCAM) Study; TG = triglycerides

Assmann G, Schulte H. Am J Cardiol. 1992;70:733-737. Slide Source:

Lipids Online Slide Library
www.lipidsonline.org



Coronary Heart Disease Incidence Is Related
to HDL-C Levels in Various Clinical Trials

CHD Incidence

Men Women
0 T T T T T T 1
o NN
Qo -
o O 1
G LT
= X
m O T l
c2y
n N0
%EI _6-
C O
EE._
o9 -8- -
o ©
> £
-10

FHS LRCF CPPT MRFIT FHS LRCF

*959%06 confidence intervals for adjusted proportional hazards
regression coefficients.

CHD = coronary heart disease; HDL-C = high-density lipoprotein cholesterol
Gordon DJ, et al. Circulation. 1989;79:8-15. Slide Source:

Lipids Online Slide Library
www.lipidsonline.org



Low HDL-C Increases Cardiovascular Disease
Risk Even If LDL-C Levels Are Well-controlled:
The Treating to New Targets Study

10- Patients (n = 2661) with LDL-C <70 mg/dL on a Statin*t

22

5-Year Risk of Major
Events (%0)
o))

Cardiovascular Disease

2.

O T T T T
HDL-C Q1 Q2 Q3 Q4 Q5
qguintiles™
(mg/dL) <37 37 to <42 42 to <47 42 to <55 >55

|Hazard Ratio vs. Q1¥ 0.85 0.57 0.55 0.61

*On-treatment level (3 months statin therapy)

tMean low-density lipoprotein cholesterol (LDL-C) level = 58 mg/dL; mean triglyceride
(TG) level = 126 mg/dL

FP=.03 for differences among quintiles of HDL-C e o

Barter P, et al. N Engl J Med. 2007;357:1301-1310. Lipids Online Slide Library

www.lipidsonline.org



Population CVD Risk Attributable to TGs

2,57
§ - > Non-Fasting TG
5’% Bl Fasting TG
T N
O = - =
0F 1,5 P-trend = 0.001
33 o
= O _
CCI:U 0% P-trend = 0.9
2% o5
SO
O

O I T ]

1st 2nd 3rd
Tertile of Baseline TG

CVD = cardiovascular disease; CV = cardiovascular; CVA =
cerebrovascular accident; F/U = follow-up; Ml = myocardial
infarction; TG = triglyceride;

Bansal S, et al. JAMA. 2007;298:309-316.

Women’s Health
Initiative
« 20,118 Fasting

* 6,319 Non-fasting
(<8 hr)

* Baseline
demographics

» Baseline bloods

* 11.4-year mean F/U

* Fasting time
documented

» Endpoint: CV death,
MI, CVA,
Revascularization

* 1,001 events

» Best risk discriminant
= TG drawn @ 24
hours

Slide Source:
Lipids Online Slide Library
www.lipidsonline.org



TAZINOMHXH AY2ZAITITAAIMIQN

* [Ipmtomadeig

* Agutepomadeic



TAZEINOMHZH TQN YIIEPAHIOIIPQTEINAIMIOQON

KATA FREDRICKSON

MINAKAZ 18-4
TAZINOMHZH TQN YMNEPAINOMPQTEINAIMIQN KATA FREDRICKSON
®AINOTYINOZ I lla b ] v v
Augnuévn Xuhopikpd LDL LDL kau Xuhopikpd Ka VLDL Xuhopikpd kal
AiTToTTpWwIEivNn VLDL uttoMeippara VLDL VLDL
TpiyAukepidia ++++ -- ++ ++ EWG +Ht+ ++ ++++
XoAnoTepdAn +Ewg ++ +++ ++ WG+t ++ WG +HH+ --fwe+ ++ WG +HH+
LDL-xoAnoTepoAn \p ) ) \2 J J
HDL-x0AnoTEPOAN A J J - W) A
Epoavion Tou FoAaKTWOES Alouyég Alouyég OoAepod Ookepod OAOKTWOES
=avBwyara E¢avbnuarika Tevovtia, Oxi MoAapeg ox1 E¢avBnuarika

olwdn Olwdn-egavlnuarika
MaykpeariTida +++ 0 0 0 0 +++
ABnpookApwaon 0 +++ +++ +++ +/- +/-
OTEQAVICWV ayYEiwv
Mepigepikn 0 + + ++ +- +-
Mopiakég BAABES LPL kai apoC-II YmodoyEag LDL AyvwaoTn ApoE AyvwoTn AyvwoTn
leverikr ovoparodoyia  FCS FH, FDB FCHL FDBL FHTG FHTG

Znueiwon: LPL: hrotmpwreiviki) Aimdon, apo: amoAimotmpwreivn, FCS: aivpopo oikoyevoug xuhouikpovaipiag, FH: oikoyevig uepxoAnaTepoAaiyia, FDB: oikoyevrg BAGBN g ap
FCHL: oikoyevrg ouvduaapévn utrephmdaipia, FDBL: oikoyevrig duopntahimomrpwreivaipia, FHTG: oikoyevrg utreptpiyAukepidaipia.



[IpmTomaOeic vVTEPATIOMUIES

Auiyng utrepxoAnotepoAaipia — Tutrog lla - Augnc

S UYVOTAT Emitreda
AiTioAoyia X o n XOANOTEPOA KAIVIKA onueia
ns

Op6ZUYN OIKOYEVH TevévTia cavbwpara Kal

HOGUYN YEVAS BAGBN otov LDL- > 600 (wg oTEpaviaia vooog oTnv
UTTEPXOANCTEPOAQI . 1/1.000.000 . ] .
e ELD UTTODOXEQ 1200) TTa1dIKA NAIKia. Npooddékiuo ~
S 29 €TN
Etepoduyn TevovTia cavlBwpara wg
OIKOYEVNG BA&Bn atov LDL- | |, e EAN eviiAIkol. [ epovTOTOCO.

e 600 246-600 = - = -
UTTEPXOANOTEPOAQI | UTTODOXEX —avBeAdopara. ZTepaviaia
Mia (FH) vooog 30-50 eTwv
. . . o) o

Oikoyevng BAapn | BAGBn atvapo | 40, 4% ETTITIEOT | 5 evicr (4%) kAIvIKé onpeia FH
apo B B FH
[MoAuyovidiakn
uttEpXOAnoTEPOAal | AyvwaoTn [MoikiAAel | 250-350 ACUUTTTWHATIKA

Mia




Tevovtia cavbwuara
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[Ipmtomadeic LVTEPATIOMUIES

Aupiyng utreptpiyAukepidaipia — Tutron |, IV kau V- Ao

AitioAoyia zuxvomr | Emimeda KAIvikKa onueia
o TG
E¢avOnuatika ¢avowuata
Oikoyeviic averrdpkela | Ouoluyn NITTAIMIKOG
LPL METAAAOEN 1/1.000.000 | > 3.000 ap@IBANCTPOEIBNG
(Tutrog 1) LPL 2.UvOpPONO
UTTEPXUAOMIKpOVAIUIAG
OIKoyevic Etepoluyn ACUUTITWUATIKOI
UTTEPTPIYAUKEPIDQIMIa | METAAAAEN 1/500 250-750 2UXva ouvouadleTal e
(Tutrog IV) LPL METABOAIKO OUVOPOUO
2TTAvVIO
. TTPWTOTTAOAC E¢avOnuartika ¢avowuara
Metkrn 2 UVNBwg (Ox1 TTAVTQ)
UTTEPTPIYAUKEPIDQIMIO | 1/1000 > 1000 , L
. GAAN OXl oUXVA OUVOPOUO
(Tutrog V) . .
TTPWTOTTAONAC UTTEPXUAOUIKPOVAIIOG

+ ETTIKTNTN




[[aAaKTWONC 0POC ECavOnuaTtika EavBwuara NITTQIIKOC
QUQIBANCTPOEIDNG




[IpmTomadEeic LVITEPATIOMUIES

MeikTég utrepAITTIOQIpieg — TUTTOI IR Kat lll - AUgnon TG

, 2uxvoeTnT Etrireda . ,
AiTioAoyia o TG/CHOL KAIVIKG onueia
Meikrn ] Ayvwomn ACUUTITWHATIKNA
wgp);n;ﬁalpla (I‘!oAuyowém 11100 CHOL: 250-500 | MNpwipn oTe@aviaia vooog
POPES kn) TG: 250-750 2 UXVA JeTABOAIKS

EKPPACEIQ) YTrepmrapayw GOVBPOLIO
(Tutrocg 1IB) yn VLDL
OIKoyevic [(EVETIKES _ : ,

. CHOL: 250-500 | MNMaAapiaia cavBwuara
QUOBNTANITTOTTPWT | TTAPAAAAYEC 1/1000 1G: 250-500 MoILR GTEOAVIaIa VOG0
eivaipia (Tutrog lll) | TG apoE ' pPWILN OTEP S




AIITIAAIMIKO PROFILE

Ok XoAnotepoin
Tprylvkepiowo
HDL-XoAnotepoin
LDL-XoAnoctepoin
Eviote: Lp(a)



YIHOAOI'IXMOX LDL-C

Tvomog Tov Friedewald:
LDL-C=TC - (HDL-C) - (VLDL-C)
LDL-C =TC - (HDL-C) - (TG/S)
I'o TG< 400 mg/dl

IHopaosryno:
TC=378, HDL-C=45, Tg=160
LDL-C =378 -45 - (160/5) =301 mg/dl



KAQOOIKOI TTapAYOVTEC KIVOUVOU VIO aoTEQaviaia

vOOO

+ HAikia (45 3, 55 Q)
¢ OUAo ()

 OIKOYEVEIOKO ITTOPIKO TTPWIKNG OTEPAVIAiAC vOoOU

» LDL-xoAnoTepOAn
 HDL-xoAnoTepoAn (<40 &, <50 Q)
« YmépTaon

o 2aKxapwdne diapnAtng

« Kamvioua



NCEP ATP I11: LDL-C Goals
(2004 proposed modifications)

) ) Moderately Moderate Lower
High Risk High Risk Risk Risk
CHD or CHD risk > 2 risk < 2 risk < 2 risk
equivalents factors factors factors
190 - (10-yrrisk  (10-yr risk (10-yr risk Target
>20%0) 10-20%) <10%0) 160
B 160 ] Target Target
S 130 130
2 mg/dL mg/dL
(-l) v
5I 130 - Target S
1 100 optional
mg/dL 100
mg/dL**
100 -
or
optional
70
mg/dL*
70

*Therapeutic option in very high-risk patients and in patients with high TG, non-HDL-C<100 mg/dL;
** Therapeutic option; 70 mg/dL =1.8 mmol/L; 100 mg/dL = 2.6 mmol/L; 130 mg/dL = 3.4 mmol/L;
160 mg/dL = 4.1 mmol/L

Grundy SM et al. Circulation 2004;110:227-239.



AEYTEPOITAQOEIX AYXAIITIIAAIMIEX

2OKYOPMONC O TNG — aAVTiGTACN GTNV IVGOVAIVN } + TG, | HDL
[Tayvcapkio

Kdanvicpa: | HDL

Xoldotaon: 111 TC, Lp X

Neppwoud covopopo: 111 TC, 11 LDL, 1 TG

Xpovia veppikn averapkewn: 711 TG, 11 TC, 1 LDL
YnoBvpeocowouoc: 11 TC, 1 TG

AMCOOMGUOC

dappoaxo

—  Oc1a 101K drovpnTIKA
— B-ovaoctoleic

—  AvTiIGUAATTIKG,

— KoptiloAn

—  Avtipetpoikd,

—  Avtyuyooikd



A2ZOENHZ #2
AvOopaG 54 eTWV, TTOXUCOPKOG
(BMI: 34 kg/m?)

2A TUTTOU 2 016 10€TiOG UTTO

METMOPMIVN KOl
OOUA(POVUAOUPIO PE METPIO
puBuion (HbA1c: 7.6%)

OIKOYEVEIOKO IOTOPIKO 2A
TUTTOU 2 (TTaTEPOG)

TI 2YNIZTATE;
TI MNEPIMENETE;




AIMIAAIMIKO MNMPO®IA

OAIkn XoAnotepoAn: 203 mg/dl (140-200)
HDL XoAnotepoAn: 32 mg/dl (>40)
TpiyAukepiola: 176 mg/dl (50-150)

LDL XoAnotepoAn: 136 mg/di (<160)



KAI TQPA I'IATPE TI FINETAI;




AIABHTIKH AYXAIIIIAAIMIA

* Yynia entmeoa TpryAvkepLolmv
 Xaunia emiweoo HDL-C
e @dvororoyika ermineon TC & LDL-C

 Mwkpa ko ITvkva (small-dense) popra
LDL



Incidence of Fatal or Nonfatal M1 During a 7-
Year Follow-up in Relation to History of MI In
Nondiabetic vs. Diabetic Subjects: East-West

Study
50
Bl Nondiabetics with prior MI 45.0

g) = 40 ] Nf)ndia-betic-s Witr-1 no prior Ml

% o\o : Diabetics with prior Ml 0<0.001

~ Diabetics with ior MI

e o 30 B labetics with no prior

4 7

53 20 f

O =

‘o © P<0.001

£ 10}

3.5

(N=69) (n=1304) (n=169) (n=890)
100 person-yr: 3.0 0.5 7.8 3.2

Events per

Haffner SM, et al. N Engl J Med. 1998;339:229-234. iy S p—

www. lipidsonline.org
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AIMIAAIMIKO MNMPO®IA

OAIkn XoAnotepoAn: 203 mg/dl (140-200)
HDL XoAnotepoAn: 32 mg/dl (>40)
TpiyAukepiola: 176 mg/dl (50-150)

LDL XoAnotepoAn: 136 mg/di (<160)



Mechanisms Relating Insulin
Resistance and Dyslipidemia

Fat Cells Liver

ENFFARD

IR X

Insulin



Mechanisms Relating Insulin
Resistance and Dyslipidemia

Fat Cells Liver
BANFFA ' ! LPL

N TG
N Apo B
AN VLDL

VLD

IR X

Insulin



Mechanisms Relating Insulin
Resistance and Dyslipidemia

Fat Cells Liver
! LPL

BAFFARD | CE

N TG L) (CETP) (hepatic
N Apo - lipase)

(s
X B TR
i N VLDL e \_) ApO A_l...g 3

Insulin



Mechanisms Relating Insulin
Resistance and Dyslipidemia

Fat Cells Liver .
LPL
BANEEA ' CE
1/\ .
N TG (CETP) (hepatic
N Apo B lipase) e
AN VLDL
IR X ‘ 3
Apo A-1-->
cel (CETP) 1+
Kidney

Insulin
—)

(lipoprotein or hepatic lipase)



Differences in HDL Cholesterol and LDL
Size by Diabetic Status in Women and Men

HDL A |
g Mg/dL  chglesterol LDL Size
5, ° :
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Howard BV, et al. Diabetes Care. 1998:21:1258-1265. e Online Side Library

www. lipidsonline.org



YHNOAIMNIAAIMIKA ®APMAKA
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YIIEINOAIAITHTIKH AT'QI'H

OI1 TTEPICOOTEPEG MEAETEG: ﬂv TPIYAUKEPIOIWYV ~10-15% VYia aTmwAEIa
Bapoug 10 kg,{\r HDL ~1 mg/dl ava 3 kg ammwAec0évTog Bapoug

H amwAegia Bapoug Kal i aucnon TG PUOIKNG OpacTHPIOTNTAG EIVaI
TMTPOCOPHUOYEG OTOV TPOTTO (WNG TTOU EIVAI ETTITTOVEG, ATTAITOUV XPOVO
KOl ETTIMOVN KOl GUXVA ETTIPEPOUV HETPIO HOKPOTTPOOEC O
OTTOTEAECHATO

[Nap’ oAa auTta: akpoywviaiog AiBog o€ kabe mpooTrabeia
BeATIWONG TOU AITTIOQIMIKOU TTPOWIA (EVIOXUON OTTOTEAECHATIKOTNTOG,
MEIWON 60COAOYIOG PAPMAKWY)



* OAololacBeveic Ba TTpETTEl va aKoAouBouUv uyielvodIaITNTIKEC 0dnYieg TTOU
TTEpIAAUBAvouV:

Meiwon Twv TTPOCAQUBAVOUEVWY UE TIC TPOPEC KEKOPETHEVWY KAl trans
AITTV KABWC KAl TNE XOANOTEPOANC.
AUZNoN TNC TTPOCANWNC QUTIKWYV IVWV Kadl QUTIKWY OTEPOAWY Kdl OTA-
VOAWV.
Meiwon Twv TpocAauBavouevwy Bepuidwy Pye aTOXO TN PEIWON TOU
OCWHATIKOU Bdpoug oTa uTTéEpRapa dToua.

o AUELNON TNC CWHATIKNC dpaaTnEIoTNTAC.
o AIQKOTI TOU KATTVIOMATOC




EZETIMIMITH

EKAEKTIKOG OVOOTOAENG OTTOPPOPNOEWGS TNG XOANOCTEPOANG
OTO EVTEPO

XOpr’]YnC'r] wg Ezetimibe
an : - binds to th
povoespaT[ala N o€ : ‘*85@ ; (s e
=S g | D'th lial
OUVOUOONO ME OTATIVN = @ s
’ , .'.i-i:; . . the absorption
KUpIoGg OTOXOG: ﬂmg LDL = & of cholesterol.
- ‘ -'\:11 I.
>UVOUOONOG OTATIVIIG ME r\L'- 4
ECETIMIYTTN: TTIO ?
OTTOTEAEOHATIKOG OTTO Th o Sutim

IJOVOB&pGTI'&id pﬁ |'6|a 660‘[‘] reductase, blocking liver

cells from producing

O'TGTiVI‘]g cholesterol.

KUpla emioiwen: ﬂmg 000 EWG omﬁvng:{} ﬂ
OVETIOUUNTWY EVEPYEIWYV OTTO TOUG MUG KOI TO NP

Ballantyne CM'et al, Am J Cardiol 2007;99:673-680



EZETIMIMITH

EVOEIGEIG OTI O CUVOUOOHOG OTATIVNG KOI ECETIMIMTING
MTTOPEI VO EIVOI TTIO OTTOTEAECHATIKOG OTTO TH HovoOepaTTeia
yia auv¢non tnG HDL kai peiwon Twyv TPIYAUKEPIOIWYV

AgvV aOVOUEVETOI ETTOPKNG BEATIWON TWV TTAPOAMETP LV
(1I010iTEPO TWV TPIYAUKEPIOIWY) TOU UTTO oUulNTNON 000eVoUg

AgV ATTOTEAEI TV TTPWTN ETTIAOYI OTN CUYKEKPIMEVN
MEPITITWON

Ballantyne CM et al, Am J Cardiol 2007;99:673-680



OIMIMPATEXZ

DipmrpaTeG: KAaTecoxnNV ATTOTEAECHATIKEG OTN HEIWOTN TWV
TPIYAUKEPIOIWY Kal TNV aucnon tTnG HDL

2uvnlwg ﬂ TPIYAUKEPIOIWYV KaTd 30-50%, ﬂ NG HDL
KaTd 5-15%, ﬂ NG LDL kata 20%

BeATiwon Tou €idoug TwV cwpaTIOIwyY TG LDL: Amro
HIKpd, TTUKVA —) PeyaAUTEPQ, AlyOTEPO TTUKVA, AlyOoTEPO
abnpoyova

Cannon CP; J Intern Med 2008;263:353-365



2YNAYAZMOZ 2TATINHZ ME ®IMIMPATH

MeAetn SAFARI: 618 aocBeveig R
ME guvﬁuqcuévn Uﬂap)\|-|1-|6q|pia : W Simvastatin 20 + Fenofibrate 160 i
(TG 2150 mg/dl ka1 =500 mg/dl,
LDL>130 mg/dl)

411 oippfaocTaTtivny (20 mg) +
paivoipmrparn (160 mg), 207
oipfaocTaTivy

Ocpameia 12 eOoOpAdWYV.
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ﬂ TPIYAUKEPIOIWV 43% EVavTi
20.1%
-49.1*

ﬂLDL 31.2% gvavti 25.8% | TG VLDLC Non. LDL-C HDL-C
1T HDL 18.6% évavri 9.7%

Grundy SM et al, Am J Cardiol 2005;95:462-468



2YNAYAZMOZ 2TATINHZ ME ®IMIMPATH:
ANENIOYMHTEXZ ENEPI'EIEZ

[Ipopaving avnouyia: paZdouUoAUCT KOl ETTNPEACHOG NITATIKAG
AgiITOUPYIOG

O cuvOUOOCHOG PE YENPIMTTPOCIAN COPLWGS AUSAVEI TOV KIVOUVO

H yep@ipmpodliAn emidopa oTH GAPHOKOKIVNTIKI TWV CTOTIVWV:
OVTOYWVIOHOG YIO TNV i010 Opada YAUKOUPOVIOOO WYV I:> TTOAU
HEYOAN aUENON TWY CUYKEVTIPWOEWY CTATIVNG

H @aivo@iptrparn HETABOAICETOI OTTO OIOPOPETIKI OIKOYEVEIQ
YAUKOUPOVIOAC WV |:> pnoauivn emidopach

Table 2 Effect of gemfibrozl or fenofibrate co-administra-
tion on statin peak plasma concentrations

Effect of fenofibrate Effect of gemfibrozil
Statin co-administration co-administration®
Simvastatin No effect T 2.1-fold
Pravastatin No effect T 1.8-fold

|
Rosuvastatin No effect T 2.2-fold
|

Lovastatin Not available T 2.8-fold

Atorvastatin No effect T 17%, T AUC by 24%
Cannon CP, J Intern Med 2008;263:353-365



2YNAYAZMOZ 2TATINHZ ME ®IMIMPATH:
ANENIOYMHTEX ENEPI'EIEX
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No. Cases Reported per Million Prescriptions
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Fenofibrate Gemfibrozil
Fenofibrate Gemfibrozil

FIGURE 2. Number of cases of rhabdomyolysis reported per mil-
FIGURE 1. Number of cases of rhabdomyolysis reported per mil- lion prescriptions dispensed of statins other than cerivastatin in
lion prescriptions dispensed of cerivastatin in combination with combination with fenofibrate or gemfibrozil. Fenofibrate resulted
fenofibrate or gemfibrozil. Fenofibrate resulted in a 33 times in a 15 times lower rhabdomyolysis reporting rate than did
lower rhabdomyolysis reporting rate than did gemfibrozil. gemfibrozil.

MeAern FIELD: kapia mrepimmtwon pafdopuoAvocews ota ~1000 artopa
TToU eAdufavav oTaTivi) MOdl ME GaIVO@IPTTPATN

Jones PH et al, Am J Cardiol 2005;95:120-122
Cannon CP, J Intern Med 2008;263:353-365



QMET A-3 AITIAPA O=EA

2KEUAOMOTO aTro IXOBUuEAaIa, odnyouVv C€ GNHUAVTIKI ﬂ.
TWV TPIYAUKEPIOIWV

ID10ITEPO ATTOTEAECHOTIKA OTH METOYEUMATIKN
UTTEPTPIYAUKEPIOAIMIO

XpNoipa otn OUGAITTIOOIMIO TOU METOBOAIKOU OCUVOPOHOU
Kol Tou d1aBnTn

Triglycerides
Annuzzi
Borkman
Connor
Goh
Hendra
Luo
McGrath
McManus
Morgan
Pelikanova

W
~
||g
©
[\V]

g e T O e N
CO =RN=2D=20=20=WO.

Puhakainen
Schectman
Silvis
Sirtori

Overall (95% CI)

€
BRaHIIGILR20
020000000800
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NORMDIRRNOINTLO
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2.4 -1.2 0 1.2 24 mmol/lL
Favors fish oil Favors placebo

Montori VM et al, Diabetes Care 2000;23:1407-1415




2YNAYAZMOZ 2TATINHZ ME QMET A-3
AINMAPA O=EA

2UVvOUao oG e 40 mg aTopfacTATIVNG
O€ 000eVEIG NE KOIAIOKN TTOXUCAPKIO KO
METOBOAIKO CUVOPOHO:
TPIYAUKepIOIwyY, || HDL ko1 Tou
TTPOOCTATEUTIKOU KAdouaTtog HDL,

[M6avwg aBpoloTik) 6paoH ME TIG
OTOTIVEG OTH BEATIWON TWV AEITOUPYIKWYV
olarapaywyv tnG HDL

2UVOUOOMOG ME CIufaocTaTivi o€
0ocOeveic e oTEQOVIOIO VOO O KO
EMMEVOUC A UTTEPTPIVAUKEPIOOIMIO:
VLDL koi TpiyAUKEPIOIWYV.
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Chan DC et al, Am J Clin Nutr 2006;84:37-43
Durrington PN et al, Heart 2001;85:544-548




ANENIOYMHTEZ ENEPI'EIEXZ TQN
QMET A-3 AITTAPQN O=EQN

[TiBavoTnTa AUENOEWG TWYV EMITTEOWY TNG LDL

AUgnon Tou XpOVvou pongG (Emidpaon oTn AEITOUPYIKOTNTO
TWYV OIMOTTETOAIWY)

[ 0OTPEVTEPIKEG EVOXANOEIG
AuocapeoTn YEUCH WopIoU

[1IpaKTIK OUCKOAIO: ATTOITOUVTOI

MEYOAEG NHEPNOIEG OOOEIG (4 g) Yia
IKAOVOTTOINTIKI OTTOTEAECHATIKOTNTA

Cannon CP, J Intern Med 2008;263:353-365



NIAZINH

Niacivn (VIKOTIVIKO 0¢U | Bimapivn B3): YoaTtodiaAutn
BITapivn TToOU TTEPIEXETOI € TMOAAQ TPOYINA (KPEAS, WAPI,
YOAQ, auyd, TTPACIVO AOXOVIKA, GITHPO)

O IcXUPOTEPOG TTAPAYWYV VIO Tnvﬂ TnG HDL (mlavog
UNXoVIGHOG: [ | TG ouvBeong Twy apoA-l kai apoA-ll, Twv
KUPIWYV TTPWTEIVIKWY ouoTaTIKWY TNG HDL)

AvaoTeEAAEI TN oUVOEOH TPIYAUKEPIOIWY KAl TNV OCEIdOWON
TNG LDL

Ava@pEpovTal ﬂmg HDL Tng Ta¢ewg Tou 26% Kai ﬂ TWV
TPIYAUKEPIOIWY EwWG 35% kol TG LDL ewg 16%

Cannon CP, J Intern Med 2008;263:353-365



2YNAYA2ZMO2Z 2TATINHZ ME NIAZINH

H aywyn pe viaoivn ﬂ TNV KAPOIOAYYEIOKI) VOO POTNTO
Kal T OvnroTnTa o€ aobeveig pe mponyoupevo OEM

11% reduction
P < 0.001
1

12% reduction
P <0.05
1

e
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LDL-C HDL-C TG Lp(a)
rastatin/ER niac § [1Simvastatinfezetimibe 40 mg/10 mg
i in 40 mg
* P = 0.05 vs. atorvastatin/ER niacin

Total CHD
mortality mortality

[ ]Placebo (n =2008) [ | Niacin (n=827)

Fig. 4 Treatment with niacin significantly reduced cardio-
vascular and total mortality m patients with coronary heart
discase. 15-year follow-up data from the Coronary Drug
Project [61].

low to mo
lipid control than hig
bination of a statin
et al. [62].

Canner PL et al, J Am Coll Cardiol 1986;8:1245-1255
Cannon CP, J Intern Med 2008;263:353-365



ANENIOYMHTEZXZ ENEPIEIEZ THZ NIAZINHZ

2nuavTikoTepN: e¢ayeig (flushing) kal KVvnouO6G AOyw
aTmeEAEUBEPpWOEWG TTPpOooTAYAaVOivng D, oTO OEpa

Emiong: OUOTIEMTIKA EVOXANHOTA, ETTIOEIVWON YAUKOIMIKOU
EAEyyou

2KEVOO MO TTOPOATETAMEVNG OTTOOECHEUOCEWG (ER): ﬂ oTNn
OUXVOTNTA, OIOPKEIO KOI COBAPOTNTA TWYV ETTEICOOIWV

2Uvouaouog pe laropiprant (avaocToA£ag TrpooTayAavoivng
D,): aTTOTEAECUATIKOTNTA OTA AITTiOIA, ﬂ Tou flushing

TREDAPTIVE® (Niacivn 1 g/laropiprant 20 mg): ZnuavTikn
BeAtiwon LDL, HDL, TpiyAUKEPIOIWY HE TTPOOONKN OE€
olipfacTaTivi EVaVTI HOVOOEPATTEIONG

Cannon CP, J Intern Med 2008;263:353-365



half-way

there

whoa
living on
a prayer
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