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INTRODUCTION
& AIM OF W ORK

Acute inferior wall myocardial infarction is retatively benign
infarction, with good prognosis and low mortality, when compared
with acute anterior wall myocardial infarction, and it is usually
associated with narmal left ventricular hemodymamics (Hamby et
al.. 1974, Ffisteror et al., 1990;,

Diabetes  mellitus iz known  ta  accelerate  coronary
atherosclerosiz, but evidences had accumulated for the existance of
rayocardial dysfunction in diabetic patients beyond that attributable

to caranary artery abzstriction (Kannel et al., 1974).

When the insultation of left ventricle, by acute inferior
myocardial infarction, is sumrmated to the subclinical insultation
caused by diabetes mellitus the prognesis becomes worse than

expected (Stone et al., 1989 and Jaffe et al., 1984).

The aim of the work iz to evaluate the in-hospital course.
rmorbidity  and mortality, of acute inferiar wall rayocardial
infarction in diabetic patients, and to unmask the bad effect of

associated diabetes mellitus by coraparing them to non-diabetic

patients with acute inferior wall infarction.
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DIABETES MELLITUS AS A RISK FACTOR
FORCORONARY HEART DISEASE .

Diabetes mellitus (D. M. is a strong. independent risk factor
far the development of caronary artery disease (C.4. D). Numerans
clinical and autopsy studies have demonstrated that the incidence
of C.A D iz higher in diabeticz more than non diabetics (Kannel,

1085).

Glucose intolerance doubles the occurence of coronary disease
in ren, and triples to quadriples the incidence in warnen,

particularly prior to age 50 (Barrett - Connar, 1983).

& study for the status of the coronary arteries at necropsy in
diabetes raellitus with onset after age 30 years was made in 1980 by
Waller et al. The clinical and rnorphological abservations were
made in diabetic patients with and without clinical evidence of
C.AD. The average nurnber of three major (right, left anterior
descending, left circuraflex) caronary arteries per patient narrowed
=75 percent in crass sectiorial area by atherosclerotic plaques was

identical in all the diabetic patients with and without C.A.D.

Yet the diabetic patients with C.AD. had mare severe
narrowing of the three rnajor coronary arteries than did the

diabetic patients without C. A D.
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The amount of severe {73 percent in crass sectional area)

narrowing of tle left main coronary artery was greater in the

patients with DML than the non diabetic cantrols,

The =irailarity in the araount of coronary arterial narrowine
was present irrespective of the age of onset, duration or the tpe of

treatment recieved b.j; the diabetic patients.

The precize reasons for the diabetic's increased susceptibility of
coranary atherosclerosis are under continuing investigations, a

variety of reasons may be blamed.

Dliabetic patients have been found to have abnormal bload
lipids including elevated very low denzity lipoproteins {(VLDLL
intermediate density  lipoprotiens (1D0) and triglycerides with
reduced levels of high density lipopratiens (HDL) (Kannel W, 1985].
Diabetic individuals in gereral have higher seruimn cholestral
values. However, this observation is only partially confinmed by
data from the Framingham study, which showed [emale but not
raale diabetic subject to have higher serum cholestrol levels than
their nondiabetic peers. Diabetic men -both thage who did and did
not develop artherozclerotic cardiovascular disease had lower total
serurn cholestrol than non diabetic males, Diabetic wormen - bath

those who did and did not develop cardiovascular diseasze had



higher total serurn cholestrol values than their non diabetic
counterparts (Kannel ¥W.B.. 1979).

Several studies called attention to the inverse relation between
HDL and CAD., and proposed that HDL might promote the
clearance of cholestrol from the arterial wall {(Miller et al., 1977,
Miller and Miller, 1975). Since their report, numerous clinical and
epidermiological studies have shown an inverse relation between
CAD and HDL where decreased levels of HDL have been
assoclated with premature CAD. (Avogaro et al, 1980). The
pratective effect of HDL hasbeen dezcribed as being due to the role
of this lipoprotein in "reversed cholestrol transport" whereby
excess cholestrol is taken up by the HDL and remowed by the liver.
Alternatively, HDL may reduce delivery of cellular cholestrol by

irapairing LDLbinding to the cell surface (Carew et al,, 1976).

fmother mechanisra relates to the role of HIDL as a scavenger
during other lipoproteins (Chyloricron and VLDL) hydrolysis,
where by HDL availability would determine the amount and kind of

rermnants taken up by the rnacraphages of the arterial wall.

So, low levels of HDL in diabetics could result in impaired

chalesterol rermoval or give risk to the accurnulation of remnants

after hydrolysiz of trighycarides rich particles such as chylornicrons
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and VLDL  This accurmulation of remnants rnight prorote

atherosclerasis (Zilversinit et al., 1979).

Elevation of intermediate density lipoprotein (IDL) cholestro]
concentration in diabetic patients might be responsible for the
higher incidence of coronary and peripheral vascular disease,

Studies on the atherogenic effect of IDL on CAD demanstrated
that IDL was closely related to the degree and in particular, the
frequency of CAD, independent of LDL and HDL cholestral. DL
concentration was signiticantly correlated with glucaze intolerence

in the total patients studied by (Tatani et al., 1981},

Serum of diabetic patient s can stimulate vaszcular smooth
muscle hyperplasia independent of the other factors including

hyperslycemia, insulin and hyperlipidemia (Zilversmit et al., 1979).

Insulin even in small concentrations has been reported to
promote proliferation of arterial smooth muzcle and incorparation

of zlucose into lipids,

Also there are some ways by which diabetes may be irplicated
in producing endothelial injury. Diabetes may hav irmpaired
erythrocyte axygen transport and hence may develop arterial injury

on a hypoxic basis,



T T N SR

Another explanation is that hypoxic arterial damage could
rezult from  intracellular  accurmulation of  sorbital apd the
consequent increase in the cellular water (Steiner et al,, 1981), The
endothelial injury permits platelets to interact with collagen and
start the following cycle:- The platelets discharge their stored
granules and aggregate. The stored granules release their ADP
and platelet derived growth factor which stimulates smooth muscle
cell proliferation. ADP activate phospholipases that lead to the
release of arachidonic acid which in turn is convereted to
prostaglanding and then ta tlromboxane. The tlramboxane
promotes smooth muscle contraction. Furthermore, thramboxane
and ADF together with locally generated throrabin cause further

platelets aggregation, Thrombin also causzes polymerization of

fibrinogen and the generation of a thrombus.

All of this is counter balanced by prostacyclin, as the most
active zite of prostacyclin production is the endothelial cell. One
can understand why platelets don't aggregate on a healthy
endothelinm,  However, when the endothelium is injuried and
platelets can interact with collagen, this balance tips towards
thromboxane effect, Thiz leads both to further endothelial darage
and to the release of ore of growth factor that stirculates sracoth

rauscle proliferation.



Flatelets from diabetics have been found to have an increased
sercitivity lo aggregating agents.  They were also shown to
produce more thromboxane, the amount produced being positively

correlated to the patients fasting blood sugar (Steiner et al.. 19813

Nurmerous studies have demonstrated platelet function
abnormality in DML and have dermonstrated platelet h}"]:'eracti\-"it}f
rnay be involved in the pathogenesis of the vascular complications
of D.M.  ADFP threshold for producing irreversable platelet
agoregation was lowrer in patients with vascular complications and

rarrmal in those without vascular complications (Leane et al.. 1974).

Flasraa [3-thromboglobin lewels have been evalnated as a
reazure of platelet release actiwity in the peripheral circuiation,
and found to be elevated in patients with .M. compared to

rnorrmal individuals.

There was no correlation between plasma levels of B
thromboglobin and complications of D. M. suggesting that platelets
function abnormalities may be related directly to D.IW. rather than

to coraplications | Burrows et al., 1978).

Flatelets from diabetic patients are wvery active i
synthesizating a prostaglandin E-like material when stiraulated

with ADP, epinephrine or collagen. Platelets of these patients alzo



