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Abstract
This stLrdy $,as donc in AL(UT geneml hospital ,102 patients wirh ST-elevation acute myocafdial
i . fa fc t ion [SIEMI] ,61 PAl ' lENTSwithantef io fSTEMl,4 lpat icntswi th infef ior lg foup2l .
Group I divided to two arDs. the lirn ann rcceived 25mg spifonolactone daily, the second aml
received the conventional thefapy alone.
croup 2 was also divided to lwo arms. one feceved 25mg spifonolactone daily with conventional
therapy,the othef feceved conveDtional ihempy alone.
ECH O study was done one week, I mon th and lhree nonlhs ]alcr.
ln arterior STEMI leli veniricular dilatalion and dysfunction were less in a n one rhan in a|m 2,while
no diffefences in both arms in group 2.
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Introduction
Acute myocafdial infarction

(AMl)is the most comnon life-
threatening disease occuring in
technically advanced country.[1].
AML result fronl' prolonged
myocardial ischel1lia, precipitated in
ilost cases by an occ[lsive coronary
throDbus at the site of a preexisting
athelosclerotic plaque. More rarely,
infarction may result fionl prolonged
vasospasm, inadequate myocaldial

blood flow, or excessive metabolrc
demand- Very rarely, AMI may be
caused by embolic occlusion ,vasculitis,
aortic root or coLonary dissection, or
aortitis, cocaine is a causc of AMI
especially in young patients without

sk factols.[2j, after AMI the lefi
vent cle (l-V)undergo scrjes 01'
chr rge .  i r  shapc .  s :zc  a r rd  t l , i c i r rcs .  i r
both inlracted and non iDfracted
segments, this process is rel'er-red to as
ventricular renodeling and generally
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precedes the development of LV
dilatation and clinically evident heart
failure in months or years after
intarction.l3l

Angiotensin-converting enzyme
inhibitors(AcE-l)have been studied
extensively in patients with ST-
segmeDt elevation AMI, this agents
appear to prevent the inlarct
rcmodeling to occrir aller large alltero-
apical AMl. data support the initiation
01' ACEI within the fifst 24hs aller
AMr.14l

Nitrate (intravenous or oml) has
favorable effect on ischenric process
and prevention of dilative remodeling.
l5 l

Obiective
To investigate the effect

spironolactone (Aldactol) which

inferior STEMI group also divided
to t\,vo anns, one a n (21 patients)
received 25mg spirorolactore (once
daily) plus the conventional therapy,
and the other a n (20 patients)
received the conventional treatnlent
alone.

The conventional drerapy include
thrombol)'tic agent (alteplase) and
nitrates (initially), ACE-I or
angiotensin-receplor blockers (AItB),
B-blocker (if not contraiDdicated) and
statines.
In both groups (anterior and inferior
AMI) the spironolactone u,as started
within 3 day after AML

ECHO study was done 3days,one
month and three motlths after AMI to
detect left ventricle end diastolic
dimension(LvEDD), leff ventricular
end systolic dimension(LVESD)and
LV dysfunction.

Result
Patients with anterior AMI who

received spironolactone phrs
conventional thorapy [a r one] llave
less le1l end diastolic dilnension, left
venlricular cnd systolic dimensioll and
better LV ftlnction, jn compa spn with
patients who had anterior AMI who
received conventional therapy alone
(arm two). Six patients in (am one)
had LVEDD nore than 6mm versus
sixteen patients in (arm two) after thr€e
nonths of the treatment. ( P-value
:0.01), lable 1.

In dre inferior AMI there were no
differenccs between patieits who

aldosleron antagonlst

oi
is

,on
(Lv)remodeling,LV dilnensions and
LV dysfunction affef ST-elevation
myocaldial inf'arction(STEMI).

Method and Material
We collect 108 patients with ST-

elevation AM(STEMD whose
admitted to coronary care unit
(CCU)of AL-KUT-genelai hospital,
duriDg the last for.[ years, we missed
six patients due to dilTerel]t causes ,the
Iemaining 102 patieits , 6lpatients
u,ith anterior STEMI (25 fen-rale and
36 male) and 41 patients with infe or
STEMI (15 fenale al]d 26 male).
We exclude lloln the study the
crit ically i l l  patients, patients with
persistent hypotension fiom any cause
e.g. right ventricular inltuction,
patients with previoLrs history of heart
failLrre or LV dilatation.

Anteriol STEMI gr.oup divided to
lwo amls, one ann (31 patieits)
rcceived 25mg spironolactone (once
daily) in addition to the conventional
thempy, aDd the second ann (30
patients) received routine therapy
alol1e.

recerved plussplronolacroll
conventional therapy laml one] and
patients who received conventional
therapy alone (arm two). FouI patients
in (arm one) developed LVEDD more
than 6mm- vefsus {ive patients in (arm
two) which is of no clinical or
statistical significance (P value - 0.6),
table 2.
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Antorior
MI

SpiranoiactoneConventional
therapy '

Total P value

Improved 25 l 4 39 0.01

No1 6 1 6 22

Total 3 t .t0 6 t

Table I

Table 2

Discussion
Aller the inilial insLrlt precipitate heafi
failure (pafticularly after AMI),
proglessive alteration occllr in
myocardial stNcture and function
owing to continuing damage by
underlying process and rcsponse to
homodylamic stless and neurchumoral
activation.
The leli ventr-icle p|oglessively dilate
and change from noln'ral ellipsoid
shape to more spl'iedcal shape, this
remodeling is accompaDjed by changes
in the cardiac interstiti n, leading to
altered orierrtation of nyofibrils and
plogressive fiblosis.[6]
Myocardial injury can depress cardiac
fmrction, which jn turn causes
activation of the renife-angiotensine-
aldostrone system (RAAS) and the
elaboratior of endothelin and
cytoldnes such as tunof l]ecrosis factor
(|NF).RAAS activation lead lo
increase concentration of angiotensin
II and aldosteroi. tlle folmer

contributing to excess vasoco nstl iction
and stimr ate cardiac hypefltophy, the
later lead to retentiol'l of salt and wator,
and cardiac fibrosis. [7]
Aldoster.on blockade (AB) has found
increasing use in patieDts with severe
heafi faijure due to systolic lelt
venldcie dysllnction based oD the
result 01' the Randomized Aldactone
I \a lua t io r r  s r . roy  (MLf  s .J . [8 ]
Eplerenone Post acute myocardial
inf'arction Llead failule Efficacy and
stuvival srudy (EPHESUS) [9]-study
of over 6600 palients with acute
myocardial infarction complicated by
evideDce of systolic left ventricular
dyslunction lejection fraction
<40%l and sign of heart lbilure
showed thal the seleclive(Al,
eplerenone when admiDistercd at a
dose of up to 50mg daily between days
3-14 a1ler AMl, in addition to standard
therapy wbich include reper-lision,
aspirin, statines, ACE-I and B-blocker,
resuited in 11% redrictioi r1l
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lnlerior
MI

Spimnolactone Conventional
therapy

Total P value

Improved t 7 t 5 32 0.6
(NS)

Not 4 5

Total 21 20 41
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neLuoltonnones,

cardiovascrilar nofality mainly due to
2102 reduction in sldden cardiac death.
The l-rnding by Hayasli et al
[10] ,which suggest early effect of
aldosteron antagonist (spironolactone)
oll venhiculal remodeling and collagen
formation, as well as experimental and
clinical studies showiig an effect of
IAB] on ventricular ren:rodeling and
collageD lbrmation ll ll,without
interference in myocaldial scar healing,
nay explain the elfectiveness of (AB)
in EPHESUS on sudden cardiac death,
in that myocardial stretch is associated
with activatiur of various

veDtricle werc lbund between patients
received spironolactone plus the
routine tueatment and patients who
received routine treatment alone.
Effectiveness of Aldoste.one-blocking
agerlts during the eally pl'tase of AMI
suggest that these agents will be an
impofiant addition to thc cu ent
therapy.
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including
angiotensirll and endothelin. A
reduclion in ventricular remodeling
and collagei folt'ution would also
ill]prove the holnogeneity of
ventdcular conduction al]d hcnce
reduce the likelihood fol ventricular
arrhythmias. [12]
More recently, experimenlal studies of
myocardial danage and heart failue
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cytokines such as tumor necrosis factor
may result in an increase in r6active
oxygen species (ROS) and
prcstaglandin E2, which can cross the
blood brain bariier aDd activate
mincralocolticostroid receptors, which
rcsult in ar increase in central
synlpathetic drive [131. Aldosterone-
blocking agents rnay therelbfe play an
ilnpol-tant role in improvillg
nyocardial norepinepl!ine uptake and
decreasing central sympathetic drive

[ 1 4 ] .

Conclusion
ln patients witli anteriot STEMI,
spironolactone combined with routine
treatment could iihibit .left ventficlo
dilatation and left ventricle ren-rodeling,
and consequently lelt ventricular
failure.
ln patients witl'i ilfelior S'fEMi, no
significant differences in prevention of
r-enrodeling or di latation of lef l
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