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ENZYMATIC AND IMMUNOLOGIC CHANGES IN MYOCARDIAL [NFARCTION
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«SUMMARY»

Diagnosis of myocardial infarction is very important in a patient with chest pain,
Chest pain is not always present or it may be from other causes rather than myocardial infarction.
Q wave is present in 30 of infarction. ST,T wave changes are present in all myocardial infarctions, but these

changes also are present in myocardial ischemia.

For these reasons diagnosis of myocardial infarction can be done with enzymatic changes in the serum. CPK,

MB and LDH isoenzymes are specific for myocardial injury.

Serum Glutamic Oxalacetic Transaminase.

This enzyme will rise 6 hours after infarction and peak level reach at 12-24 hours and gradually will return to

normal within 6-7 days.
Serum Lactic Dehydrogenase.

LDH increases 10 hours after infarction and maximum level reached in 48-72 hours. LDH returns to normal

after 10 days.

There are five kinds of LDH, which can be separated with Electrophoresis techinc. LDH1, LDH2 are the fast
part of enzyme and is specific for myocardial injury. LDH1 and LDH2 are resistant to 65 centigrade tempera-
ture for 30 minutes and by this technic also can be measured,

Creatinine phosphokinase.

This enzyme increase in myocardial infarction 6 to 8 hours post infarction. maximum level reach at 24 hours
and return to normal at 36 hours after infarction. CPK isoenzyme is very specific for myocardial injury.

This part of enzym is called CPK, MB.

Relation of enzyme level and Prognosis of myocardial infarction
Prognosis of myocardial infarction has direct relation to CPK and SGOT level. 40,7 of 125 patients with
myocardial, whom died, enzymes were five times normal. 817 of these patients had arrythmia, enzymes level

were 4 times normal.

Mpyocardial infarction size can be estimated with following formola CPK-22x myocardial infarction size-318 if
myocardial infarction size is more 68 grams most of these patients will die or complicate with congestive heart

failure.
Antimyocardial Antibodies

These antibodies will rise in open heart surgery and after myocardial infarction. These antibodies can be
estimated with antinuclear antibodies, complement fixation, immunoflurescent and hemagglutination tech-

nics.
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1SOZYME ABNORMALITY

L.DIL L1

LDH LDH,

All LDH 1s0zvmes
increased absolutely,
but not relatively

ALIERNALL
DESIGNATION

Alpha LDI abnormality

Beta Gamma LDH abnormality

Isomorphic LDH abnormality
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Mvocardial injury
Acute mvyvocardial intarction
Myocardiopathy
Pulmonary embolism
Renalwortical infarction
Hemolvtic anemias

Permcious

Folate deficiency

Acquired

Valvular discase

Valvular prosthesis

Hepatic injury
Hepatatis
Drug
Pulmoniry emholism
Tricuspid nsufhcicney
Dermatomyosilis
Muscle trauma
Surgery
Cardioversion
Cardiac massage

Thrombopcvtosis
Polvcevthemia rubra vera
Tuberculosis
Primaryv
Ncoplasm
Myeloma
Hodgkin's disease
Disseminated
Duchenne muscular dvstrophy
Hypothvroidism
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DR G RICIPIENT REFERENCES
Chlorpromazine AMan and rat 36, 51
Phenobarbital Man 36
Pentoilhn AMan 21
Re~erpine Man 36
Dilanun Man 36
Fomnephnne Rat 30
Pohvinvxim B Rat 30
Compound 48 BO Hat 30
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CHARAC TERISTICS OF RISE

Approximate

TYPE Eatent Duration REFERENCES
Phsioloric
Exercise
Mild Vodest few hours 28
Severe 21024 « 48 hours 40
Pregnancy ~o change
At Delivery R 48 hours 28
Nowhborn infant 2% 1 1o 10 years 28
Sex (Men Womenm Modest
Therapeunc and diagnosnc
Cardiac cathetenzation Nil 37
Electromyography Maodest 29
Pacemaker implantation Modest
Radiotherapy to the heart Modest 38
Cardioversion Vanable 24 hours
Cardiac massape Variable
Cardiae and abdominal surgery 2to5 x 1 to 5 days 17
Anuiodraphy 2 x (rare) 1.37
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Muscular

Injuries

Inherted dystrophies
Acquired myoeathies

Cerebral

Vascular accidents
Meningits
Psschosis

Metabolic

Tetany

Hypothvroidism
Dehinum tremens

Uremia

Pulmonary embolism
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