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Uc€inci angiotenzina II

Angiotensin II Effects

KRVNE ZILE
SRCE

= inotropni | kronotropni utinak
» koronarna vazokonstrikcija

BLOOD VESSELS

HEART cffects

« luéenje aldosterana |
NBZ adrenalina

MOZAK = stimulacija centra Sedi

2 coronary vasakonstriction
u secretion of aldosterone and

adrenaling

u secretion of vasopressin
BRAIN B stimulating the thirst center
o increased sympathetic activity

SUPRARENAL GLAND

« wvazokonstrikcija (E=A)

= kontrakcija mezang. stanica
BUBREG = reapsarp, Na u proks. tubulu -+
« sekrecija K u dist. tubulu 4

» luéenje renina 4

W VasoConstietion (ExAY
mContraction of mesangial colis

u re-absorption Na into prox.
KIDNEY tubule
u secretion K into dist. tubule 4
u secration of renin 4

» stimulacija adhezije |
agregacije

TROMBOCITI

THROMBOCYTES

o stimulation of adhesion and
aggregation

ENDOTELNE « inaktivacija NO {inhiblcija eNOS)
STANICE wolnpresija oxlDL recepiar

ENDOTHELIN BN inactivation (eNOS inhibitien)

SIMPATICKT spoweiangs perifems gitie
SUSTAY sdutenje katohalamin iz sk NBE

FIBRINCRLIZA = okeprasija PAL-1 +
sitivaciia | migraciia
adhezi

makrofaga
modekula +{VCAM, ICAM, P-seleidtin)

SYMPATHETIC | SIncreasing peripheral g
SYSTEM wSecretion of catecholamine from core of supranenal gland

FIBRINOLYSIS | ® Expression PAI-1 ¢

. mhActhvarkion and migration of
MFLAMMATION |= of adhesive malecubes ICAM, P-
m (IL-6), chemotactic {MEP-1)

UPALA fskin
citckina (1L-6), kemotaktitnih proteing (HCP-1)
“ipertrafija kardio<ita
«stimudactja VSME
TROFIEK uigy | “Stimulacija proto-onkogena | MAPK-a

mh'mrm rasta + (TGF-A1, PDGF, IGF-1, bFGF)
=alrbeza proteins ECM 4 {fibronektin, kalagen 1 | [I1, laminin
B1-82)

sCardincyle Fypertrophy

EStimulation of VSMC
uStimaulation of proto-onogen | MAPK-a

= Creathon of growth factos 4 [TGF-A1, PDGF, 1GF-1, bFGF)
® Protein synthesis ECH + {fibronectin, collagen 1 and I1I,
laminin 1-81)

TROPHIC EFFECTS

= perokisdacija liplda, sivaranje superakiida, stbmulacija
ATEROSKLEROEA MADHMADPH

sLipid peroxidase, creation of superoxide, stimulation of
ATHEROSCLEROSTS | o B S0

Farmakologija ACE inhibitora

= Mogu biti podjetjeni s obzirom na razlicitu apsorpciju, vezanje
o bjelancevine plazme i o tkiva, poluZivot | nacin _

dostupnosti lijeka - svi lijekovi ove klase sli¢no sniZavaju
arterijski tiak
« Osim kaptoprila i lizinoprila svi su prolijekovi

« Struktuma su razliéiti; razlikuju se po sulfhidrilnom, fosfirlnom
ili karboksilnom postraniénom lancu

= lipafilnost

Pharmacology of ACE

Inhibitors

» Can be divided according to various absorption, linking of
proteing plasma and body cells, half-life and type of
access to medi{:al:jun- i

n

« Besides captopril and lisinopril, all are prodrugs
» Structurally are various; differ according to sulfhydryl,

phosphoryl or carbaoxyl latheral chain
» lypophility

Mehanizam djelovanja ACE
inhibitora
= Neurohumoralni uéinci: ACE -
pluripotentna serinska proteaza
(konverzija AG I u AG II; degradira
bradikinin — BK stimulira produkciju NO)
= “"Angiotenzinski bijeg"” kod
dugotrajne upotrebe ACE inhibitora
» NSAID mogu umanijiti u¢inkovitost ACEI
» ACEI umanjuju refleksni odgovor SNS

Mechanism in ACE inhibitor
action

= Neurohumoral effects: ACE - pluripotent
serine protease (conversion AG I to AG II;
degrades bradykinin — BK stimulates
production of NO)

= "Angiotensin escape” for long-term use of
ACE inhibitors

= NSAID can reduce the effectiveness of ACEI

= ACEI reduces the reflex response of SNS
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T ACE Inhibitors:
ACE Inhibitori: effectiveness
ucinkovitost Reduce morbidity and mortality in:
Snizavaju pobol | smrtnost u: « Heart failure

« Sréanoj dekompenzaciji « Acute IM / after-IM

= Akutnom IM / Nakon-IM

=« Kroni¢na bolest koronarnih arterija

« Vaskularna / Cerebrovaskularna bolest
= Dijabetes (> 55 g + 1 rizik faktor)

= Chronic coronary heart disease
« Vascular [ Cerebrovascular disease
» Diabetes (> 55 year + 1 risk factor)

Sigurni i utinkoviti u hipertenzij Safe and effective for hypertension
Renoprotektivni u bubreznoj disfunka Renoptetective iy tenel dysinition
Renoprotektivni | retinoprotektivii u DM Renoprotective and retinoprotective in DM
Reduciraju rizik razvoja DM Reduces the risk in developing DM
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