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ABSTRACT: 
Background: Coronary heart disease is the leading cause of death in the US general population. With the obesity pandemic 
and the expected worsening of cardiovascular risk factors in the general population, the incidence and the prevalence of heart 
disease is expected to rise. The present study compared Enoxaparin and fondaparinux in unstable coronary artery disease. 
Materials & Methods: 82 patients of unstable angina of both genders were divided into 2 groups of 41 each. Group I 
patients were given Enoxaparin in the dose of 1 mg/kg body weight, subcutaneously, twice daily and group II was given 
Fondaparinux in a dose of 2.5 mg/kg body weight, once daily, subcutaneously. In both groups, risk factors and treatment 
outcome was compared. Results: Group I had 30 males and 11 females and group II had 28 males and 13 females. Common 
risk factors were smoking in 24 in group I and 23 in group II, diabetes in 30 in group I and 36 in group II, hypertension in 22 

in group I and 26 in group II, family history 10 in group I and 7 in group II and >2 factors 15 in group I and 11 in group II. 
The recovery was seen in 36 at day 9 and 39 at day 30 in group I and 38 in group I at day 9 and 40 at day 30 in group II, 
recurrent MI was seen in 2 at day 9 in group I and 2 and 1 at fay 9 and day 30 in group II, hemorrhage was seen in 3 and 2 at 
day 9 and day 30 in group I and 1 at day 9 in group II. No mortality was reported in either of the group. The difference was 
non- significant (P>0.05). Conclusion: Both drugs were comparable in treatment outcome in patients with unstable angina. 
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INTRODUCTION 

Coronary heart disease is the leading cause of death in 

the US general population. With the obesity pandemic 

and the expected worsening of cardiovascular risk 

factors in the general population, the incidence and 

the prevalence of heart disease is expected to rise.1 

Coronary artery disease (CAD) is the leading cause of 

death in patients with chronic kidney disease (CKD): 
Of the more than 320,000 patients with ESRD that 

requires dialysis or kidney transplantation in the 

United States, half will die from cardiovascular 

causes, and patients with milder degrees of CKD are 

more likely to die of CAD than to develop kidney 

failure that requires renal replacement therapy.2 

Thrombosis is of prime significance, as was indicated 

by its presence at the event site, in unstable CAD and 

by improvement in clinical outcome, after 

antithrombotic therapy.3 Platelet activation and 

coronary vasoconstriction are other events that 
contribute to the initiation of unstable CAD. Over the 

last two decades, major improvements has been 

achieved in the management of unstable coronary 

artery disease by anti- platelet agents, anticoagulants, 

thrombolytic therapy, combined with mechanical 

revascularization or reperfusion.
4 

Unfractionated heparin (UFH) is commonly used in 

patients with unstable CAD. However, UFH exhibits 

an unpredictable anticoagulant effect which requires 

frequent monitoring and it has low bioavailability due 

to high protein binding and induced 

thrombocytopaenia.5 FD sodium, which is a synthetic, 

sulfated pentasaccharide, selective factor Xa inhibitor, 

is indicated for preventing thrombus formation in 

patients with acute coronary syndromes, including 

those with ST-segment Elevation Myocardial 

Infarction (STEMI), non-STEMI (NSTEMI), or 
unstable angina.6 The present study compared 

Enoxaparin and fondaparinux in unstable coronary 

artery disease. 

 

MATERIALS & METHODS 

The present study was conducted among 82 patients 

of unstable angina of both genders. All were informed 

regarding the study and their written consent was 

obtained.  

Data such as name, age, gender etc. was recorded. 

Patients were divided into 2 groups of 41 each. Group 
I patients were given Enoxaparin in the dose of 1 

mg/kg body weight, subcutaneously, twice daily and 

group II was given Fondaparinux in a dose of 2.5 

mg/kg body weight, once daily, subcutaneously. In 

both groups, risk factors and treatment outcome was 

compared. Results thus obtained were subjected to 

statistical analysis. P value less than 0.05 was 

considered significant. 
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RESULTS 

 

Table I Distribution of patients 

Groups Group I Group II 

Drug Enoxaparin Fondaparinux 

M:F 30:11 28:13 

 

Table I, graph I shows that group I had 30 males and 11 females and group II had 28 males and 13 females. 

 

Table II Assessment of risk factors 

Risk factors Group I Group II P value 

Smoker 24 23 0.12 

Diabetic 30 36 

Hypertension 22 26 

Family history 10 7 

>2 factors 15 11 

 
Table II, graph I shows that common risk factors were smoking in 24 in group I and 23 in group II, diabetes in 

30 in group I and 36 in group II, hypertension in 22 in group I and 26 in group II, family history 10 in group I 

and 7 in group II and >2 factors 15 in group I and 11 in group II. The difference between both groups was non- 

significant (P>0.05). 

 

Graph I Assessment of risk factors 

 
 

Table III Treatment outcome 

Outcome Group I Group II P value 

Day 9 Day 30 Day 9 Day 30 

Recovery 36 39 38 40 0.14 

Recurrent MI 2 0 2 1 

Hemorrhage 3 2 1 0 

Death 0 0 0 0 

 

Table III, graph II shows that recovery was seen in 36 at day 9 and 39 at day 30 in group I and 38 in group I at 

day 9 and 40 at day 30 in group II, recurrent MI was seen in 2 at day 9 in group I and 2 and 1 at fay 9 and day 

30 in group II, hemorrhage was seen in 3 and 2 at day 9 and day 30 in group I and 1 at day 9 in group II. No 
mortality was reported in either of the group. The difference was non- significant (P>0.05). 
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Graph I Treatment outcome 

 
 

DISCUSSION 

Cigarette smoking, another risk factor, alters LDL, 

reducing the endothelium-dependent relaxation 

induced by acetylcholine, in a similar way to oxidized 

LDL, without altering the non-endothelium dependent 

relaxation.7 Both active and passive smoking are 

associated with the development of several clinical 
forms of CAD and diffuse atherosclerosis in men and 

women. Stable angina is repeated anginal attacks, 

which can develop over months or years are referred 

to as stable angina.8 An increase in myocardial 

oxygen consumption usually due to physical exertion 

or emotions, triggers ischemia. It is relieved by rest or 

the use of vasodilators. The threshold for angina may 

vary. When the ventricular function is normal, as it 

frequently is, stable angina is compatible with an 

acceptable quality of life.9 The present study 

compared Enoxaparin and fondaparinux in unstable 

coronary artery disease. 
In present study, group I had 30 males and 11 females 

and group II had 28 males and 13 females. We found 

that common risk factors were smoking in 24 in group 

I and 23 in group II, diabetes in 30 in group I and 36 

in group II, hypertension in 22 in group I and 26 in 

group II, family history 10 in group I and 7 in group II 

and >2 factors 15 in group I and 11 in group II. Shah 

et al10 compared the safety and efficacy of Enoxaparin 

(EX) and Fondaparinux (FD) in patients with unstable 

coronary artery disease (UCAD). Recovery, 

recurrence, major and minor bleeding and 
biochemical investigations were evaluated and 

compared among two arms. The baseline 

demographic characteristics were similar in both 

groups, with mean age of 56.05 and 56.05 years in EX 

and FD group respectively. Recovery was equal in 

two arms. Recurrent MI or angina was seen 

numerically more in EX group, but it did not 

statistically vary from that in the FD group. Incidence 

of haemorrhage was similar in both groups at 9 days, 

but at 30 days, EX showed a higher incidence. 

We found that recovery was seen in 36 at day 9 and 

39 at day 30 in group I and 38 in group I at day 9 and 

40 at day 30 in group II, recurrent MI was seen in 2 at 

day 9 in group I and 2 and 1 at fay 9 and day 30 in 

group II, hemorrhage was seen in 3 and 2 at day 9 and 

day 30 in group I and 1 at day 9 in group II. No 
mortality was reported in either of the group. Heart 

failure associated with CAD is mainly due to two 

conditions: ischemic cardiomyopathy and LV 

akinesia/dyskinesia (aneurysm). The ischemic 

cardiomyopathy is the ventricular dysfunction with 

diffuse hypocontractility and dilation of ischemic 

cause.11 It can be a consequence of the replacement of 

fibrosis in areas where multiple, small infarctions 

have occurred, or of global myocardial dysfunction 

due to chronic ischemia and hibernation. The state of 

myocardial hibernation 91-93 is of great practical 

importance, for it indicates the presence of persistent 
ischemia with viable myocardium, therefore liable to 

recovery by restoring the blood flow.12 

About 3% of the normal population and 30% of 

asymptomatic patients experience silent ischemia (SI) 

following an infarction of the myocardium. Most 

angina patients experience multiple ischemic episodes 

of painless ischemia, which amounts to 75% to 92% 

of the total ischemic load.13 SI can be diagnosed by an 

ergometric test (ET) and Holter monitor. The 

prognosis depends mainly on the size of the risk area. 

SI is particularly troublesome because patients do not 
experience the classic warning sign: pain. Therefore, 

they may be at serious risk without knowing it.14  

 

CONCLUSION 

Author found that both drugs were comparable in 

treatment outcome in patients with unstable angina.  
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