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ABSTRACT

During the past decade, major improvements in the management of Acute Myocardial Infarction (AMI) patients have reduced
AMl-related mortality by 50% in developed countries. Specifically, the introduction of intensive care units in the 1960s,
improvement in pharmacologic reperfusion in the 1980s, and the widespread availability of percutaneous coronary intervention
(PCI) in the 1990s have markedly reduced in-hospital mortality from AMI over the past 15 years. Furthermore, the near-universal
acceptance and prompt application of antiplatelet agents, p-adrenergic blockers, angiotensin-converting enzyme (ACE) inhibitors,
and statins after an AMI have contributed to the improvement in long-term survival among AMI patients. Still, these great strides
cannot diminish the impact of MI. First, the number of at-risk patients (e.g., genetic predisposition, smoking, poor dietary habits,
or physical inactivity) is enormous and continues to increase, especially the population of diabetics, elderly patients, and other
individuals with metabolic syndrome. One such case with high risk and in need of Coronary Bypass Grafting (CABG) has been
treated by Dr. Appa Rao’s Immunonutritive therapy and the result was beneficial to the patient. Patient was followed for a year
and was found to be healthy.
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countries. Specifically, the introduction of intensive care
units in the 1960s, improvement in pharmacologic
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percutaneous coronary intervention (PCI) in the 1990s have
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INTRODUCTION

Myocardial infarction (MI) is defined as death of
myocardial tissue. The extent and location of the infarction
depend on the degree of ischemic burden, the availability of
coronary collateral blood flow, the rapidity of reperfusion,
and the location of the afflicted coronary artery (American
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improvement in long-term survival among AMI patients.
Still, these great strides cannot diminish the impact of MI.
First, the number of at-risk patients (e.g., genetic
predisposition, smoking, poor dietary habits, or physical
inactivity) is enormous and continues to increase, especially
the population of diabetics, elderly patients, and other
individuals with metabolic syndrome (Anderson et al.,
2007; Antman et al., 2007; American Heart Association,
2007; Boersma et al., 2003; Katritsis et al., 2003).

The underlying cause of coronary artery disease
(CAD) is the formation of atherosclerotic plaques and ACS
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in most patients. The process of atherosclerosis starts early
in life. Although atherosclerosis once was considered only a
disease of cholesterol excess, it now is clear that
inflammation also plays a central role in the genesis,
progression, and complication of the disease (Fuster et al.,
2005; Libby P & Theroux P, 2005). In the earliest stage of
atherosclerosis—endothelial dysfunction—induction and/or
repression of several genes occurs in response to sheer stress
of the blood flowing over the atherosclerotic plaque on the
endothelial lining of the artery. In response to gene
induction and repression, the endothelial cells decrease
synthesis of nitric oxide, increase oxidation of lipoproteins
and facilitate their entry into the arterial wall, promote the
adherence of monocytes to the vessel wall and deposition of
extracellular matrix, cause smooth muscle cell proliferation,
and release local vasoconstrictor and prothrombotic
substances into the blood; each action has a subsequent
inflammatory response.” Taken together, all these factors
contribute to the evolution of endothelial dysfunction to the
formation of fatty streaks in the coronary arteries and
eventually to atherosclerotic plaques. Therefore, the
endothelium serves as an important autocrine and paracrine
organ in the development of atherosclerosis.

A number of factors are directly responsible for the
development and progression of endothelial dysfunction and
atherosclerosis, including hypertension, age, male gender,
tobacco use, diabetes mellitus, obesity, and dyslipidemias
(American Heart Association, 2007).

The patient typically is in acute distress and may
develop or present with cardiogenic shock. The classic
symptom of ACS is midline anterior chest discomfort.
Accompanying symptoms may include arm, back or jaw
pain, nausea, vomiting, or shortness of breath. Patients less
likely to present with classic symptoms include elderly
patients, diabetic patients, and women. No signs are classic
for ACS. However, patients with ACS may present with
signs of acute heart failure, including jugular venous
distension, rales, and S3 sound on auscultation. Patients
may present with arrhythmias and therefore may have
tachycardia, bradycardia, or heart block. Troponin | or T
and creatine kinase MB are measured. Blood chemistry tests
are performed with particular attention to potassium and
magnesium, which may affect heart rhythm, and glucose,
which when elevated places the patient at higher risk for
morbidity and mortality. Serum creatinine level is measured
to identify patients who may need dosing adjustments for
some pharmacotherapy and patients who are at high risk for
morbidity and mortality. Baseline complete blood count and
coagulation tests (activated partial thromboplastin time and
international normalized ratio) should be obtained because
most patients will receive antithrombotic therapy, which
increases the risk for bleeding.Fasting lipid panel is
obtained. The 12-lead electrocardiogram is the first step in
management. Patients are risk stratified into two groups:
ST-segment elevation ACS and suspected non—-ST segment
elevation ACS.During hospitalization, measurement of left
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ventricular function, such as an echocardiogram, is
performed to identify patients with low ejection fractions
(<40%) who are at high risk for death following hospital
discharge. Selected low-risk patients may undergo early
stress testing. Selecting evidence-based therapies described
in the ACC/AHA guidelines for patients without
contraindications results in lower mortality (Spinler SA,
2007). General treatment measures for all STE ACSs and
high- and intermediate-risk NSTE ACS patients include
admission to hospital, oxygen administration (if oxygen
saturation is low, i.e., <90%), continuous multilead ST-
segment monitoring for arrhythmias and ischemia, glycemic
control, frequent measurement of vital signs, bedrest for 12
hours in hemodynamically stable patients, avoidance of
Valsalva maneuver (prescribe stool softeners routinely), and
pain relief (Spinler SA, 2007). Patients with STE ACS are at
high risk of death, and efforts to reestablish coronary
perfusion should be initiated immediately. Reperfusion
therapy should be considered immediately and adjunctive
pharmacotherapy initiated. Patients at low risk for death,
MI, or the need for urgent coronary artery revascularization
typically are evaluated in the emergency department, where
serial biochemical marker tests are obtained. If these test
results are negative, the patient may be admitted to a general
medical floor with ECG telemetry monitoring for ischemic
changes and arrhythmias, undergo a noninvasive stress test,
or be discharged from the emergency department.
Moderate- and high-risk patients are admitted to a coronary
intensive care unit, an intensive care step-down unit, or a
general medical floor in the hospital depending on the
patient’s symptoms and perceived level of risk. High-risk
patients should undergo early coronary angiography (within
24-48 hours) and revascularization (with PCl or CABG) if a
significant coronary artery stenosis is found. Moderate-risk
patients with positive biochemical markers for infarction
typically also undergo angiography and revascularization
during hospital admission. Moderate-risk patients with
negative biochemical markers for infarction also may
undergo angiography and revascularization or first undergo
a noninvasive stress test; only selected patients with a
positive stress test proceed to angiography. Following risk
stratification, pharmacotherapy for NSTE ACS is initiated.

Case presentation

A 75 year old male, known case of coronary artery
disease, was admitted for coronary angiogram, on 15-07-
2014 at Usha Mallapudi Cardiac centre. He had history of
anterior wall MI. His CT scan brain was done which
revealed chronic infarct in left thalamus, chronic small
vessel ischemia changes / lacunar infarcts in right frontal
lobe. He is known diabetic. On 15 July 2014 he underwent
coronary angiogram through right radial artery approach
which revealed Triple vessel disease. There were no peri /
post procedural complications. He was advised for CABG.
Meanwhile he developed difficulty in walking. He was
advised X-ray of both knees.
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It revealed Osteoarthritis of both knees and
Synovial Osteochondromatosis of left knee joint. At this
stage he came to know about Dr.Appa Rao and visited him
on 10 september 2014. His main complaint was that he was
unable to get up even with support and unable use the wash
room. Dr. Appa Rao’s treatment was initiated. 50%
improvement in patient condition was found with the first
dose itself. He was able to go to washroom with the help of
walker after initiation of treatment. After another two more
doses his lifestyle has enormously improved. Dr. Appa
Rao’s treatment was successful in improving the patient’s
condition

DISCUSSION

The underlying cause of coronary artery disease
(CAD) is the formation of atherosclerotic plaques and ACS
in most patients. The process of atherosclerosis starts early
in life. Although atherosclerosis once was considered only a
disease of cholesterol excess, it now is clear that
inflammation also plays a central role in the genesis,
progression, and complication of the disease.

Dr. Appa Rao’s Immunonutritive therapy focuses
mainly on Inflammation. In this patient Immunonutritive
therapy was initiated, when the patient’s Angiogram report
which revealed Triple vessel disease and he was advised to
undergo bypass surgery i.e., CABG and was declared as a
high risk case. Immunonutritive therapy has shown
beneficial results in this patient.

CONCLUSION
A 75 year old male, known case of coronary artery
disease, was admitted for coronary angiogram, on 15-07-
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