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CHARACTERISTICS IN CARDIAC HYPERTROPHY
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Cardiac hypertrophy represents the consequence of the cardiac insufficiency caused by certain types of cardio-
vascular diseases. The modifications that appear at the level of the cord as a consequence of the cardiac insufficiency
shall be approached by different methods and techniques, according to the medical principles, which are determined by
phisiopathological mechanisms. In the context, we aim at associating the theoretic characteristics data for the purpose
of observing the modifications in cardiac hypertrophy. The informations are used together with the standard pulmonary
radiographies results, as a screening method of the cardiovascular disease.
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The term of cardiac insufficiency defines
the incapacity of the cord to pump enough blood
in order to meat all the necessities of the organ-
ism. From the phisiopathological point of view it
represents a consequence of certain cardiac dis-
eases that determines the reduction of the pump-
ing function of the heart. Usually the cause is
represented by the decrease of the contractibility
capacity of the myocardium, this representing the
consequence of the blood coronary flux reduc-
tion. Furthermore, cardiac insufficiency may
cause damages at the level of the cardiac valves,
of the pericardial pressure, may cause primary
diseases of the myocardium or other anomalies
that determine the decrease of the heart pump-
ing ability [8].

Taking into account the disproportionality
between the arterial blood transport towards the
periphery and the intravenous access, we distin-
guish the anterograde cardiac insufficiency and
the retrograde cardiac insufficiency. In this con-
text, the compensatory mechanisms are perma-
nent, being found in the case of the cardiac hy-
pertrophy and of the cardiac dilatation.

Cardiac hypertrophy is considered a com-
pensatory mechanism, as it appears under condi-
tions that tend to modify the functionality of the
heart. It is located at the level of the cavities of
the cord that suffer as a consequence of these
psychopathological modifications and determine
the recovery of the function of the cord, conse-
quently to the occurrence.

Cardiac hypertrophy represents the mecha-
nism through which the cord adapts to the in-
creasing tasks, irrespective of the fact that these
are caused by the increase of the pressure
against which the myocardium must contract or
irrespective of the increase of the cardiac flow.

The studies in the field reveal that hyper-
trophy may be caused by the contraction force of
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the myocardium or by the fact that the main
stimulus is represented by the increased muscular
metabolic degree. Irrespective of the correctitude
of the definition, we may determine an approxi-
mated calculus of the degree of the hypertrophy
that shall occur at the level of each cardiac cavity,
by the increase of the ventricular flow according
to the pressure, against which the ventricle must
contract, taking into account especially the pres-
sure [7].

The hypertrophic cardiomyopathy was in-
troduced as a term for the purpose of describing
a myocardial anomaly, presenting a more or less
defined etiology, which includes a number of dif-
ferent pathological states [5, 12].

The cardiac hypertrophy is classified in two
types, the concentric and the eccentric one

(fig. 1).
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Figure 1 — Classification of cardiac
hypertrophy

The concentric type of the cardiac hyper-
trophy was found in the case of the arterial hy-
pertension or in the case of the aortic stenosis,
upon the pressure request, accomplished by add-
ing new sarcoma in parallel [6, 9].

The eccentric type is encountered in the
case of the cardiac insufficiency, or in the case of
the aortic insufficiency, upon the volume request,
accomplished by adding new sarcoma in series.

The negative effects of the cardiac hyper-
trophy, in time, imply the increase of the neces-
sary amount of oxygen without the production of
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new capillaries, determining a disequilibrium of
the oxygen between the request and the offer [1,
10]. In this manner, we determine the existence
of the myocardial ischemia. This may be caused
by the increase of the thickness of the ventricular
wall, determining the decrease of the compliance,
undertaking the pulmonary edema risk. The irre-
versible functional alternation leads to cardiac
insufficiency. We noticed that in the case of the
trained persons, the increased functional request
leads to the hypertrophy of the heart, installed in
parallel by producing new capillaries. The conse-
quence of a phisiopathological mechanism repre-
sents the absence of the disequilibrium between
the oxygen request and the demand [2, 4].

The medical aspects concerning the hyper-
trophic cardiomyopathy allowed the correlation of
the different studies, the embryonal, bimolecular,
enzymatic and imaging ones. From this point of
view, certain researches are based on information
concerning the regeneration of the liver and of
the compensatory renal hypertrophy. Due to the
resistance of the myocardium in case of fragmen-
tation, it is more difficult for us to study it in com-
parison with the liver. In studying the myocardi-
um, it is important to focus on the contractile
proteins prevalence and on the decreased level of
the structures that synthesize proteins [3, 11].

Due

Figure 2 — Standard pulmonary radiography.
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to the diverse cardiovascular pathology which
highly influences the human health, the correla-
tion of the phisiopathological and imaging aspects
provide an ample image of the study possibilities
of the cardiac hypotrophy, as a consequence of
the cardiac insufficiency.

The studies may complete each other with
the imaging aspects on the standard pulmonary
radiographies. The imaging method represents a
screening method that may be successfully com-
pleted by clinical and paraclinical date and by
therapeutic methods, for the correct treatment of
the cardiovascular patients.
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A. Yecka
XKYPEK UTTEPTPO®UACHI KESTH/AEIT @U3NOMNATO/IOMATIBIK CUTNTATTAMAJIAP

Xypek rmnepTpodusichl XypeK-TaMblp aypynapbiHbiH 6enrini 6ip TypnepiHeH TybIHAANTBIH XXYPEK XKETKINIKCI3Airi
canfapbliHaH naviaa 6onaabl. XKypek XeTKinikci3airi cangapbiHaH TyblHAQWTLIH e3repicTep MeauuuHanblK Karnaanapra
CollkeC apTypni TaCiNAepMeH >XoHe oaicTepMeH 3epaenieHyre TWICTi, onap M3MONaToNOrusNbIK MeXaHU3MAAPMEH
aHbiKTanagbl. Makana aBTOpbl afaM arF3acbiHAa XYpek runepTpoduschbl Ke3iHAe OpblH anaTblH e3repicTepdi 3epTrey
MaKcaTblHAaQ TeopusinbiK ManiMmeTTepdi bipikTipyre yMTbiiFaH. ABTOp anblHFaH MaNiMETTEPAI XXYPEK-TaMblp aypynapsl
Ke3iHAe CKPUHWHI 9Aici peTiHAe eKneHi 3epTTeydiH CTaHAapTTbl peHTreHorpadusnblK a4icTepi HaTuxkenepimeH bipre
KONZaHFaH.

KinT ce3gep: )ypeK XeTKiNiKci3airi, rmnepTpodus, MUOKapA, KNeHiH CTaHAapTTbl PeHTreHorpaduach

A. Yecka
OU3NOTNATOIOMMYHECKUE XAPAKTEPUCTUKU TTPU TUTTEPTPODUN CEP/LIA

CepaeyHas runepTpodusi BO3HWUKAET BCMEACTBUE CEPAEYHON HEAO0CTaTOYHOCTM, Bbi3BAHHOW OMpeAeneHHbIMM
TUMNaMK CepAeYHO-COCYANCTLIX 3aboneBaHuin. M3MeHeHMsl, BO3HMKAOLIME BCIEACTBUE CEpPAEYHOM HEeAOCTaTOYHOCTH,
[O/KHBI 6bITb M3y4YeHbl PA3IMYHBIMKU CNIOCO6aMM M METOAAMMU B COOTBETCTBUM C MEANLIMHCKMMM MPUHLMNAMU, KOTOPbIE
onpeaensioTcs hKU3MonaToNorMyeckuMm MexaHusMamu. ABTOpP CTaTbW CAenan MomMbiTKy 06beauHUTL TeopeTUdyeckue
[aHHbIE C LIeNbl0 U3YYEHMS U3MEHEHWIA, NMPOUCXOASILLMX B OpraHu3Me npu cepaeyHoi runeptpodum. MonyyeHHble AaH-
Hble WCMO/b3YIOTC aBTOPOM BMECTe C pesy/nbTaTaMu CTaHAAPTHbIX PEeHTreHorpaduueckux MeToAoB MCCNeaoBaHus
NErknx, B Ka4eCTBe METoAa CKPUHMHIA NpY CepAEUYHO-COCYAMCTbIX 3a60/1EBaHMUSIX.

KnoyeBble ¢/10Ba: cepaeqHas HefoCTaTOYHOCTb, FMMePTPOdUs, MUOKapAd, CTaHAapTHasi peHTreHorpadus
NErknx
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