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Abstract 

Cardiomyopathy weakens the heart muscle, affecting blood circulation and potentially leading to heart failure. It 

can be either acquired or hereditary, impacting individuals of all genders, ages, and backgrounds. Chronic 

alcohol consumption can lead to alcoholic cardiomyopathy (ACM), which causes structural and functional 

changes in the heart. ACM results from toxic alcohol byproducts damaging the heart muscle, leading to weakened 

and enlarged heart chambers. This reduces the heart's pumping ability, causing symptoms such as fatigue and 

shortness of breath. Irregular heart rhythms may also occur. Nutritional deficiencies, common in alcoholics, can 

exacerbate ACM. Impaired blood flow increases the likelihood of blood clots, raising the risk of stroke. Diagnosis 

involves tests such as echocardiography and electrocardiography. Early intervention and cessation of alcohol 

can reverse ACM, but if untreated, it can progress to severe heart failure. Treatment includes stopping alcohol 

consumption, medication, diet, exercise, and weight management. A multidisciplinary approach is crucial. 

Prognosis varies, with alcohol cessation improving outcomes. Factors like atrial fibrillation and QRS widening 

indicate a poorer prognosis. Continued drinking worsens heart failure, arrhythmias, and clot formation, 

increasing complications. Mortality rates vary based on alcohol type and consumption levels. This article aims 

to explore the types of cardiomyopathy, the effects of long-term alcohol abuse on the heart, the structural and 

functional changes due to chronic alcohol abuse, and the pharmacologic and non-pharmacologic treatments for 

alcoholic cardiomyopathy. 
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I. Introduction 
Cardiomyopathy refers to a medical condition characterized by the weakened functionality of the heart 

muscle (myocardium), which can be either acquired or hereditary in nature. This ailment hampers the heart's 

ability to effectively circulate blood throughout the body, often culminating in heart failure1. As a progressive 

disorder, cardiomyopathy entails a gradual deterioration of the heart muscle's strength, impeding its capacity to 

efficiently pump blood to sustain the body's needs. Cardiomyopathy may appear either as a primary ailment or as 

a result of another systemic disorder. This condition's impact is significant and is observed globally, affecting 

individuals of all genders, ages, and ethnicities. Enhancing the prevention and management of this condition relies 

on the capacity to evaluate its prevalence and consequences on the overall population.2 Effects of alcohol on heart 

is shown in the Figure 1. 
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Figure 1: Effects of Alcohol on Heart 

 
II. Types of cardiomyopathy 

Exploring the distinct categories of cardiomyopathy reveals five different types, each with its unique 

characteristics.  Types of Alcoholic Cardiomyopathy is shown in Figure 2. 

 

                                                                      
Figure 2: Types of Alcoholic Cardiomyopathy 
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1. Dilated Cardiomyopathy (DCM):  

Cardiomyopathies in their dilated forms are distinguished by the enlargement of the ventricular chambers 

and systolic dysfunction, all while maintaining a normal left ventricular (LV) wall thickness. 

In Dilated Cardiomyopathy (DCM), the heart's chambers, particularly the left ventricle, experience 

enlargement, resulting in a weakened heart muscle and reduced efficiency in pumping blood. This weakening 

often leads to heart failure. The causes of DCM can vary and include factors such as genetics, viral infections, and 

excessive alcohol consumption, among others. It is important to note that DCM stands as the most prevalent form 

of cardiomyopathy.2,4. An echogenic image of dilated cardiomyopathy is shown in Figure 3. 

 

 
Figure 3: Echogenic image of dilated cardiomyopathy highlighting substantial remodeling of the heart 

chambers. 

 

2. Hypertrophic Cardiomyopathy (HCM): 

Hypertrophic Cardiomyopathy (HCM) is morphologically characterized by the presence of a 

hypertrophied, non-dilated left ventricle (LV), occurring independently of any other systemic or cardiac condition 

capable of producing similar degrees of wall thickening. This excludes conditions such as systemic hypertension 

or aortic valve stenosis that could account for the observed myocardial hypertrophy. 

Characterized by the thickening of the heart muscle, particularly in the left ventricle (shown in Figure 4), 

HCM can impede the flow of blood from the heart, resulting in symptoms like chest pain and shortness of breath. 

HCM frequently has a hereditary basis, often arising from mutations in specific genes. This form of 

cardiomyopathy is known to be a common cause of sudden cardiac death, particularly among young athletes. The 

condition leads to an abnormal enlargement and thickening of the heart muscle, which can create blockages within 

the ventricles, thus complicating the heart's ability to effectively pump blood.2,4 
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Figure 4: Left Ventricle wall thickening. (A): a 2D echo image of LV thickening. (B): interpretation of 

image (A) with a color Doppler. 

 

3. Arrhythmogenic Right Ventricular Dysplasia (ARVD/C): 

Arrhythmogenic Right Ventricular Cardiomyopathy/Dysplasia (ARVC/D) is an uncommon form of 

cardiomyopathy where normal heart muscle cells are gradually replaced by fat and fibrous tissue, predominantly 

affecting the right ventricle. This transformation can lead to irregular heart rhythms or arrhythmias and, in severe 

cases, sudden cardiac death, especially among the youth. This condition involves the substitution of normal heart 

muscle in the right ventricle with fatty or scarred tissue, resulting in irregular heartbeats or arrhythmias. Typically 

striking teenagers or young adults, this type of cardiomyopathy significantly elevates the risk of cardiac arrest, 

ranking as the leading cause of sudden death among young individuals, including athletes.2,4,5 The changes that 

could be observed in the echo are enlargement of RV while those seen electrocardiography are T-wave inversion 

in the V1 to V4 leads (Figure 5) and epsilon waves are shown in Figure 6.9 

 

 
Figure 5: T-wave inversion in the ECG recording and RV Enlargement. 
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Figure 6: Inverted T-wave in the V1 lead of ECG (Epsilon wave) 

 

4. Restrictive Cardiomyopathy (RCM): 

RCM is distinguished by the transformation of the heart muscle into a rigid and less flexible state, which 

subsequently hampers the heart's capacity to adequately fill with blood. This condition is often triggered by the 

accumulation of anomalous substances within the heart, such as amyloid protein or scarring due to conditions like 

sarcoidosis. It's worth noting that this form of cardiomyopathy is relatively uncommon. This unique 

cardiomyopathy variant involves the stiffening of the ventricles, without a corresponding thickening of the heart 

walls. Consequently, the ventricles struggle to relax and fill with an adequate amount of blood for effective 

circulation throughout the body. This causes increased end diastolic pressure of left ventricle8. A specific subtype 

of this condition is transthyretin amyloid cardiomyopathy, which is less frequent and more prevalent in African-

American men2,4. Echo findings in restrictive cardiomyopathy shows dilatation of right and left ventricles, 

ventricular hypertrophy, reduced ventricular cavities exclusively in left ventricle8 as shown in Figure 7.  

 

 
Figure 7: Hypertrophied ventricles in restrictive cardiomyopathy. 

 

5. Left Ventricular Non-compaction (LVNC): 

Non-compaction cardiomyopathy predominantly impacts the distal (apical) region of the left ventricular 

(LV) chamber, showcasing significant inter-trabecular recesses referred to as sinusoids, which establish a 

connection with the ventricular cavity. This distinctive architecture arises from disruptions in the normal 

embryonic development process. LV non-compaction (LVNC) can present in isolation or concurrently with other 

congenital heart anomalies, including complex cyanotic congenital heart diseases. 
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LVNC is a rare cardiomyopathy wherein the left ventricle develops a unique muscle structure combining 

smooth and loose characteristics, reminiscent of a dense web. This less compact muscle tissue can protrude into 

the left ventricle, diminishing the heart's muscular efficiency and impeding its capacity to effectively pump blood 

throughout the body 2,4,5. Echogenic images of Left Ventricular Non-compaction are shown in Figure 8.  

 

 
Figure 8: Myocardial Trabeculations in (A) 2D Echo and (B) 2D Echo with color Doppler in Left 

Ventricular Non Compaction Cardiomyopathy. 

 

6. Stress (“Tako-Tsubo”) Cardiomyopathy: 

Stress cardiomyopathy, initially identified in Japan as “Tako-Tsubo (meaning octopus trap),” represents a newly 

recognized clinical condition distinguished by the sudden yet swiftly reversible decline in left ventricular (LV) 

systolic function, occurring independently of atherosclerotic coronary artery disease. This phenomenon is 

provoked by intense psychological stress. Stress cardiomyopathy is referred to as "Tako-Tsubo" due to the 

resemblance of the left ventricle's shape during this condition to a traditional Japanese octopus trap, which is 

similarly shaped. Tako-Tsubo (Stress) cardiomyopathy characterized by apical wall dilatation, akinesia of apical 

and mid-ventricular segments are depicted in Figure 9. 

 

 
Figure 9: Tako-Tsubo (Stress) cardiomyopathy characterized by apical wall dilatation, akinesia of apical 

and mid-ventricular segments. 
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III. Effects of long-term alcohol abuse on heart 
Chronic alcohol consumption can have detrimental effects on multiple organs, including the heart. One of the 

conditions associated with long-term alcohol abuse is alcoholic cardiomyopathy (ACM), which involves 

myocardial dysfunction and structural changes in the heart muscle. The pathophysiology of ACM is complex and 

involves a cascade of events that ultimately lead to cardiac dysfunction and clinical manifestations. 

Mitochondrial damage and oxidative stress: Alcohol consumption can lead to mitochondrial damage within 

cardiac cells. Mitochondria are crucial for energy production and maintaining cellular function. The disruption of 

mitochondrial structure and function can lead to the generation of reactive oxygen species (ROS). ROS are highly 

reactive molecules that can cause oxidative stress, leading to the oxidation of lipids, proteins, and DNA within 

cardiac cells. This oxidative damage contributes to myocardial dysfunction and structural changes in the heart. 

Apoptosis and cellular injury: Oxidative stress and mitochondrial damage can trigger apoptosis, which is a 

programmed cell death process. This apoptotic cell death contributes to the loss of cardiac muscle cells, further 

impairing the heart's ability to contract and pump blood effectively. 

Actin and myosin modification: Alcohol consumption can modify the structure of contractile proteins, such as 

actin and myosin, which are essential for the heart's contractile function. These structural alterations can impair 

the contractility of cardiac muscle cells, leading to decreased cardiac output. 

Calcium Homeostasis Disruption: Calcium is a crucial ion involved in cardiac muscle contraction. Alcohol 

abuse can disrupt calcium homeostasis within cardiac cells, affecting the regulation of contraction and relaxation 

processes. This disruption contributes to the impaired contractile function of the heart. 

Acetaldehyde and Major Alcohol Metabolites: Alcohol metabolism produces toxic byproducts, including 

acetaldehyde, which can directly damage cardiac cells and contribute to myocardial dysfunction. These alcohol 

metabolites can further exacerbate oxidative stress, apoptosis, and cellular injury within the heart. 

Genetic and Non-Genetic Factors: The development of ACM is influenced by both genetic and non-genetic 

factors. Genetic factors, such as specific human leukocyte antigen (HLA) sub types or variations in alcohol-

metabolizing enzymes like alcohol dehydrogenase, can impact an individual's susceptibility to ACM. Non-genetic 

factors, such as thiamine deficiency (which can occur due to poor nutritional intake often seen in chronic alcohol 

abusers) and exposure to other substances that are directly toxic to cardiac cells, also contribute to the pathogenesis 

of ACM. 

Compensatory Mechanisms and Clinical Manifestations: As cardiac dysfunction progresses, the body initiates 

compensatory mechanisms to try to maintain adequate cardiac output. These mechanisms include activation of 

the rein-angiotensin-aldosterone system (RAAS), increased sympathetic signaling, and elevated release of brain 

natriuretic peptide (BNP). However, these compensatory responses can lead to increased preload (the volume of 

blood filling the heart), left ventricular dilation (enlargement of the heart chamber), and ultimately decreased 

cardiac output. These changes contribute to the clinical manifestations of ACM, which may include symptoms 

like fatigue, shortness of breath, edema (fluid retention), and arrhythmias. 

Chronic alcohol consumption can lead to multi-organ damage, including myocardial dysfunction in the form of 

alcoholic cardiomyopathy. The pathophysiology involves a complex interplay of mitochondrial damage, oxidative 

stress, apoptosis, structural protein modifications, calcium homeostasis disruption, and toxic alcohol metabolites. 

Genetic and non-genetic factors also play a role, and compensatory mechanisms initiated by the body further 

contribute to the clinical manifestations of ACM. 

Normal heart 

A normal heart is characterized by well-functioning cardiac chambers and valves. The heart's chambers, the left 

and right atria and ventricles, have a balanced size and shape. The heart muscle contracts rhythmically and 

efficiently, allowing for optimal blood flow throughout the body. The valves within the heart ensure unidirectional 

blood flow and prevent back flow. 

 

IV. Heart affected by alcoholic cardiomyopathy (ACM) 
In a heart affected by alcoholic cardiomyopathy, several structural and functional changes can occur due to chronic 

alcohol abuse: 

1. Dilated Chambers: One of the hallmarks of ACM is dilated cardiac chambers, particularly the left ventricle. 

This means that the heart chambers become enlarged and lose their normal shape. The enlargement is often 

more prominent in the left ventricle, which is responsible for pumping oxygen-rich blood to the body. 

2. Reduced Contractility: The heart muscle's ability to contract and pump blood effectively is impaired in ACM. 

This results in a decreased ejection fraction, meaning that the heart is less efficient at pumping blood out with 

each beat. 

3. Mitral Regurgitation: ACM can lead to dysfunction of the heart valves, particularly the mitral valve. This 

can result in mitral regurgitation, where blood leaks backward into the left atrium during ventricular 

contraction. 
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4. Arrhythmias: Alcoholic cardiomyopathy can increase the risk of arrhythmias, including atrial fibrillation, 

where the heart's upper chambers (atria) quiver instead of contracting properly, leading to an irregular 

heartbeat. 

5. Thinning of Heart Muscle: Prolonged alcohol abuse can lead to the thinning of the heart muscle walls. This 

weakening of the muscle can contribute to the heart's reduced pumping ability. 

6. Fibrosis: Chronic alcohol consumption can cause fibrotic changes in the heart tissue. Fibrosis involves the 

buildup of scar tissue, which can disrupt normal heart muscle function and further impair cardiac output. 

7. Increased Heart Size: Over time, the heart affected by ACM can become enlarged, especially in the left 

ventricle. This is a result of the heart's attempt to compensate for decreased pumping efficiency. 

 

Epidemiology:  

Incidence of alcoholic cardiomyopathy ranges from 1-2 % of all heavy alcohol users. It is estimated 

approximately 21-36% of all non-ischemic cardiomyopathies are attributed to alcohol. The prevalence of alcoholic 

cardiomyopathy in addiction units is estimated around 21-32 %. Overall data with regards to alcohol induced 

cardiomyopathy is insufficient. 

Most common age population for ACM is males from age 30-55 with significant history of alcohol use 

for more than 10 years.  Females constitute roughly 14 % of cases of alcohol induced cardiomyopathy however 

lifetime exposure required for women to develop alcohol induced cardiomyopathy is less compared to men.  

Mortality rates are higher for males compared to females and more in blacks compared to white population. 

Diastolic dysfunction serves as the initial hallmark of alcoholic cardiomyopathy (ACM), presenting in 

approximately 30 % of individuals with a history of chronic alcohol abuse. During this stage, patients may not 

exhibit evidence of systolic dysfunction or left ventricular hypertrophy. 

Clinical assessment reveals non-specific indications of congestive heart failure, encompassing anorexia, 

generalized cachexia, muscular atrophy, weakness, peripheral edema, third-spacing of fluids, hepatomegaly, and 

jugular venous distention. Tachyarrhythmia, particularly atrial fibrillation, can arise due to ACM. An evident 

physical finding is the displacement of the apical impulse, resulting in a down-and-out apex. Auscultation 

frequently unveils an S3 gallop sound, coupled with an apical pan systolic murmur attributed to mitral 

regurgitation. 

Moreover, ACM can intertwine with other etiologies linked to chronic alcohol use. These patients may 

also exhibit manifestations of liver disease, folate deficiency, an augmented risk of bleeding, malnutrition, 

peripheral neuropathy, and neurological conditions like Wernicke-Korsakoff syndrome. 

In the diagnostic process of alcoholic cardiomyopathy (ACM), several supportive investigations play a 

crucial role in confirming the condition. Alongside clinical findings, these tests contribute to establishing a 

comprehensive understanding of the patient's cardiac and overall health status. 

 

Pathophysiology 

Oxidative stress10 

It's worth noting that numerous adverse intracellular cardiac effects observed following chronic ethanol 

consumption, as documented in both contemporary and historical research, exhibit characteristics typically 

associated with oxidative stress conditions. These effects encompass various aspects, such as myocyte loss and 

disarray, dysfunction in the sarcoplasmic reticulum, alterations in intracellular calcium handling, compromised 

mitochondrial function, reduced myofibrillar ATPase activity, diminished myofibrillar calcium sensitivity, 

fragmentation and disarray of contractile proteins, and the accumulation of fatty acids within intracellular 

organelles. The accumulation of reactive oxygen species (ROS) can instigate alterations in intracellular organelles 

or processes, primarily through lipid peroxidation and other chemical modifications affecting structural proteins, 

cytoskeletal proteins, transport proteins, and enzymes. 

Apoptosis and ACM10 

It is worth noting that cell death, particularly apoptosis or programmed cell death, has emerged as a significant 

factor in the development of Alcoholic Cardiomyopathy (ACM). Apoptosis is a consequence often linked to 

oxidative stress and lipid peroxidation. In numerous organ systems, including the heart, myocyte loss or cell death 

can play a pivotal role in organ dysfunction and pathology.11 Extensive research has demonstrated that apoptosis 

serves as a critical mechanism underlying disorders induced by ethanol, such as fetal alcohol syndrome13 and 

alcoholic liver disease14. Early reports from both animal models of ACM and individuals with ACM provide 

substantial support for the notion that myocyte loss is a mechanism contributing to alcohol-induced cardiac 

dysfunction. 

Mitochondrial bioenergetics/stress10 

Mitochondrial dysfunction and signs of compromised bioenergetics are frequently observed in the context of 

Alcoholic Cardiomyopathy (ACM). This is often manifested through alterations in mitochondrial structure and 

decreased indicators of bioenergetic activity and oxidative phosphorylation. It's noteworthy that this occurrence 
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is not surprising, as mitochondria are particularly vulnerable to damage caused by free radicals. Moreover, 

dysfunctional mitochondria not only exhibit reduced bioenergetic efficiency but also tend to produce elevated 

levels of reactive oxygen species (ROS) and are more prone to initiating apoptosis, underscoring their critical role 

in the pathophysiology of ACM. It's noteworthy that cardiac myocytes contain the highest concentration of 

mitochondria compared to other cell types, such as hepatocytes. This suggests that a substantial number of 

mitochondria may be affected by ethanol before significant mitochondrial dysfunction becomes evident in the 

heart. Recent research has shed light on the interconnected nature of mitochondrial function within networks. 

Importantly, damaged mitochondria can potentially restore their function through fusion with neighboring 

mitochondria, highlighting a dynamic aspect of mitochondrial physiology in the context of ACM.15 

 

Derangements in fatty acid metabolism and transport10 

The formation of fatty ethyl esters (FAEE), resulting from the esterification of fatty acids and ethanol, 

has emerged as a significant contributor to ethanol-induced cell injury in Alcoholic Cardiomyopathy (ACM). 

Increased FAEE production, possibly influenced by changes in the enzyme FAEE synthase, is a potential 

mechanism underlying ACM16. Notably, FAEE are cytotoxic, as evidenced by their association with cell death in 

myocardial ablation. Ethanol consumption is linked to a dose-dependent increase in the uptake of long-chain fatty 

acids (LCFA) and de novo synthesis, leading to triglyceride accumulation. This accumulation correlates with 

decreased myocardial ATP content and compromised myocardial contractility, including reduced ejection fraction 

and fractional shortening. These interconnected factors underscore the complex relationship between ethanol, 

FAEE, and cardiac dysfunction in ACM.10 

 

Accelerated protein catabolism and autophagy10 

Long-term ethanol administration leads to a reduction in myocardial protein expression and synthesis, 

simultaneously accelerating the process of protein degradation. These changes indicate a potential pivotal role for 

these alterations in driving the detrimental consequences of ethanol on the heart.17 Histopathological assessments 

of hearts diagnosed with Alcoholic Cardiomyopathy (ACM) have uncovered evidence of contractile protein loss, 

fragmentation, and disorganization, providing tangible support for the idea that ethanol-induced changes disrupt 

normal protein physiology and composition within the cardiac tissue.18 

 

Laboratory investigations: 

1. Mean Corpuscular Volume (MCV): Elevated MCV can be indicative of chronic alcohol consumption, as it 

reflects the volume and size of red blood cells. Alcohol-related changes in bone marrow function lead to 

larger and less mature red blood cells. 

2. Gamma-Glutamyl-Transpeptidase (GGT): Increased GGT levels are often associated with alcohol use and 

can serve as an indicator of liver injury. 

3. Transaminases (AST, ALT): Elevated levels of these liver enzymes are consistent with liver damage, which 

can be a consequence of chronic alcohol abuse. 

4. International Normalized Ratio (INR): Elevated INR values are commonly observed in liver dysfunction 

and can be a supportive indicator of alcohol-related damage. 

5. Electrocardiography (ECG): ECG findings can reveal various abnormalities that may suggest ACM. These 

can include: 

 Premature atrial or ventricular contractions 

 Supraventricular tachycardia 

 Atrioventricular blocks 

 Bundle branch blocks 

 QT interval prolongation 

 Non-specific ST and T wave changes 

 Abnormal Q waves 

6. Chest X-Ray: Chest X-ray results may exhibit characteristic changes associated with ACM, such as: 

 Enlarged cardiac silhouette, indicating cardiac enlargement 

 Pulmonary vascular congestion, suggesting fluid accumulation in the lungs 

 Pleural effusion, which is the accumulation of fluid in the pleural space around the lungs 

7. Echocardiography: Echocardiography is a pivotal diagnostic tool for ACM. The following criteria are used 

for diagnosis: 

 Presence of dilated cardiomyopathy observed on 2D echocardiography. 

 Left ventricle end-diastolic dimension greater than 2 standard deviations above normal. 

 Left ventricle ejection fraction less than 50 %. 
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 Exclusion of other potential causes, such as hypertensive, valvular, and ischemic heart diseases, individuals 

suspected of having alcoholic cardiomyopathy should undergo a coronary angiogram along with 

echocardiography to rule out these alternative causes. 

 

The diagnosis of alcoholic cardiomyopathy involves a comprehensive approach that considers clinical 

presentation, supportive laboratory investigations (MCV, GGT, transaminases, INR), ECG findings, chest X-ray 

results, and echocardiographic criteria. A thorough evaluation is essential to accurately diagnose and differentiate 

ACM from other cardiac conditions, allowing for appropriate management and intervention. 

 

Treatment of alcoholic cardiomyopathy(ACM): 

The management of alcoholic cardiomyopathy (ACM) involves a comprehensive approach aimed at 

improving heart function, addressing underlying causes, and promoting overall health. Pharmacologic therapy, 

along with lifestyle modifications, plays a central role in the treatment plan. A summarized illustration of treatment 

of alcoholic cardiomyopathy is shown in figure 10. 

 

 
Figure 10: Treatment of Alcoholic Cardiomyopathy: Pharmacological and Non-Pharmacological 

 

1. Pharmacologic Therapy: 

The pharmacologic treatment of ACM follows a goal-directed approach similar to that used in idiopathic dilated 

cardiomyopathy with reduced ejection fraction (heart failure with reduced ejection fraction, HFrEF). This 

typically includes a combination of medications: 

 Beta-Blockers: Medications like carvedilol are commonly used in heart failure management. They help 

reduce the workload on the heart and improve its pumping function. 

 Angiotensin-Converting Enzyme (ACE) Inhibitors: ACE inhibitors, such as lisinopril, help dilate blood 

vessels and reduce the strain on the heart. 

 Diuretics: Diuretics, like furosemide, are used to alleviate fluid retention by promoting the excretion of excess 

fluid and salt. 

 Aldosterone Receptor Antagonists: Medications like spironolactone or eplerenone may be prescribed to 

counteract the effects of aldosterone, a hormone that contributes to fluid retention and heart remodeling. 

 Angiotensin Receptor-Neprilysin Inhibitor (ARNI): In cases where the left ventricular ejection fraction 

(LVEF) is 40% or less, an ARNI such as sacubitril/valsartan may be considered. This medication combines 

an angiotensin receptor blocker with a neprilysin inhibitor, leading to improved cardiac function. 

 Trimetazidine: This medication can be used as an adjunct therapy to improve myocardial energy metabolism 

and protect the heart against ischemic damage. 

 

2. Lifestyle Modifications: 

 Alcohol Cessation: The most crucial lifestyle change is to completely abstain from alcohol consumption. 

This is essential to halt the progression of ACM and prevent further damage to the heart. 

 Diet: A heart-healthy diet low in salt and saturated fats is recommended. Monitoring fluid and salt intake is 

important to manage fluid retention. 

 Exercise: Moderate, supervised exercise can help improve cardiovascular health. However, this should be 

discussed with a healthcare provider before initiation. 

 Weight Management: Maintaining a healthy weight is important to reduce strain on the heart. 

 Medication Adherence: Strict adherence to prescribed medications is vital for managing symptoms and 

improving heart function. 
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 Regular Medical Follow-up: Regular visits to a healthcare provider are essential to monitor progress, adjust 

medications, and address any concerns. 

 

3. Multidisciplinary Approach: 

A comprehensive treatment approach often involves collaboration between various healthcare professionals, 

including cardiologists, primary care physicians, dietitians, and mental health specialists. Addressing any co-

existing conditions, such as liver disease, malnutrition, or vitamin deficiencies, is also crucial for optimal 

management. 

In conclusion, the treatment of alcoholic cardiomyopathy involves a combination of pharmacologic therapy, 

lifestyle modifications, and close medical supervision. Alcohol cessation, adherence to prescribed medications, 

and a holistic approach to overall health are central to improving heart function and quality of life in individuals 

with ACM. 

Prognosis of alcoholic cardiomyopathy: 

The prognosis of alcoholic cardiomyopathy (ACM) is influenced by various factors and can significantly impact 

the outcomes and quality of life of affected individuals. Several key points regarding the prognosis of ACM are 

highlighted below: 

Favourable prognosis compared to ischemia-induced cardiomyopathy: Alcohol-induced dilated 

cardiomyopathy generally carries a more favorable prognosis compared to cardiomyopathy caused by ischemia 

(lack of blood flow to the heart). This is partly due to the potential for improvement when the underlying cause, 

alcohol consumption, is addressed. 

Predictors of poor outcomes: 

Atrial Fibrillation: The presence of atrial fibrillation, a common arrhythmia, is associated with poorer outcomes 

in ACM. 

QRS Widening: QRS widening of > 120 ms on an electrocardiogram (ECG) is also linked to a less favorable 

prognosis. 

Absence of Beta-Blockers: Not receiving beta-blocker medications, which are beneficial for heart function, is 

associated with worse outcomes. 

Impact of continues alcohol consumption: 

Poor Prognosis with Ongoing Drinking: Patients who persistently consume alcohol despite a diagnosis of ACM 

tend to have a worse prognosis. Continued alcohol use can exacerbate heart dysfunction and increase the risk of 

complications. 

 

Positive impact of alcohol cessation: 

Improved Outcomes with Alcohol Cessation: Data suggests that individuals who successfully quit alcohol 

experience improved overall outcomes. This includes a reduction in the number of hospital admissions and a 

potential improvement in left ventricular diameter size as observed on echocardiograms. 

Potential complications: 

Progressive Heart Failure: For those who continue to drink, the risk of progressive heart failure is a significant 

concern. The heart's pumping ability may further deteriorate, leading to worsening symptoms. 

Arrhythmias: ACM can contribute to the development of various arrhythmias, including atrial fibrillation, which 

can increase the risk of stroke and other complications. 

Cardio embolic Phenomenon: There is a risk of clot formation within the heart chambers, leading to potential 

cardio embolic events, such as strokes or peripheral embolism. 

Long-term mortality rates: 

Impact of Alcohol Type on Mortality: Depending on the type and quantity of alcohol consumed, mortality rates 

within 10 years can range from 40 % to 80 %. The specific type of alcohol consumed may influence the severity 

and progression of ACM. 

 

V. Conclusion 
In conclusion, the prognosis of alcoholic cardiomyopathy (ACM) is multifaceted, influenced by several 

key factors. These include the presence of atrial fibrillation, QRS widening on ECG, the use of beta-blockers, 

cessation of alcohol consumption, and the emergence of complications. Continued alcohol consumption is linked 

to poorer outcomes, whereas successful alcohol cessation can significantly improve heart function and overall 

prognosis. A multidisciplinary approach, encompassing both medical management and lifestyle modifications, is 

essential for optimizing outcomes in individuals with ACM. By addressing these various elements, healthcare 

providers can enhance the quality of life and prognosis for patients suffering from this condition. 
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