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ABSTRACT 

Objective: It is only natural to assume that the course of disease is more aggressive in the face of 25-Hydroxy 

vitamin D deficiency the prognosis of patients presenting with congestive heart failure would be grim. More 

important so, their quality of life during the years that they live would be markedly reduced. 

Study Design: Observational / descriptive study.  

Place and Duration of Study: This study was conducted at the Department of Cardiology, Liaquat University of 

Medical & Health Sciences, Jamshoro during the month of May 2016. 

Materials and Methods: Forty patients (chosen via purposive sampling) presenting with congestive heart failure 

were included in the study. Data was derived using a structured interview based questionnaire after taking written 

informed consent. Investigations were also carried out to determine the levels of 25-hydroxy vitamin D levels in the 
blood. The patient condition and the quality of life was investigated at the time of discharging the patient and 

comparison was drawn.  

Results: Sixty percent of the patients were men, while the remaining forty percent were women. The ratio of the 

patients with or without 25-hydroxy vitamin D deficiency was 1:1 and the patients with 25-hydroxy vitamin D 

deficiency were experiencing markedly low levels of quality of life due to aggravated disease. 

Conclusion: The deficient levels of 25-hydroxy vitamin D, as indicated in literature, alter the metabolism of 

minerals and lead to myocardial dysfunction in the congestive heart disease patients. It is thus an aggravating factor 

for pathogenesis of congestive heart failure and leads to marked decrease in the quality of life.  

Keywords: Congestive Heart Failure, 25-Hydroxy vitamin D, Vitamin Deficiency 

Citation of article: Shah MI, Almani SA, Hashmi SFA, Rajput AH, Muneeb M, Jehangir S. Casual 

Comparative Analysis of Quality of Life in Congestive Heart Failure Patients Presenting With & Without 25-

Hydroxy Vitamin D Deficiency. Med Forum 2017;28(3):19-21.  

INTRODUCTION 

The cardiac anomaly named congestive heart failure is 
categorized as a disease in which the ejection fraction 

of the left ventricle is markedly lessened. It is also, 

more often than not, associated with retention of bodily 

salts and water. The 2 prime symptoms of the ailment 

are weakness of the muscles and early onset of fatigue 

and tiredness. Congestive heart failure is prevalent 

worldwide and the levels loom between one percent to 

three percent in the developed world and with the 

prevalence climbing particularly in the geriatric 

population.1-4
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The true reason behind such widespread prevalence has 

still not been unearthed and neither is the disease 

pathogenesis fully identified. However, we do know 

that the disease is aggravated once the mineral 

metabolism is disturbed by any factor, be it deficiency 

of 25-Hrdroxy vitamin D levels or anything else. The 

said deficiency affects the intracellular management of 

calcium ions and disturbs the myocardial contractions5.  

In experiments conducted on extracted myocytes from 

individuals suffering from congestive heart failure, 

calcium ion transition during the contractile phase of 
the heart were lessened and the during the relaxation 

phase they were heightened. The decrease and the 

consequent increase both matched pathologic level6. 

The use of digitalis and beta-blockers is thus merited in 

such a condition and for secondary stoppage. These 

drugs effectively act to enhance the cardiac contraction 

and thus the ejection fraction7-8. 

A review of recent literature brings to light a fresh 

research that concludes that vitamin D deficiency 

congestive heart failure occur together far too often for 

the occurrence to be coincidental9. It is important to 

note that multiple hypothesis exist that hope to explain 
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how vitamin D deficiency steepens the course of this 

disease, some going as far as calling it catalytic10-12. 

Research also indicate that individuals who are 

deficient in this crucial vitamin are more likely to have 

a poor prognosis and have a reduced life span.13,14. 
Also, the effectiveness of the treatment of this disease is 

limited if the deficiency is not overcome15. Circulating 

levels of 25-Hyfroxy vitamin D are thus important and 

need to be maintained if a good prognosis is to be 

achieved16. 

MATERIALS AND METHODS 

Forty patients (chosen via purposive sampling) 

presenting with congestive heart failure at Liaquat 

University Hospital, Department of Cardiology during 

the month of May 2016 were included in the study. 

Data was derived using a structured interview based 

questionnaire after taking written informed consent. 

Investigations were also carried out to determine the 

levels of 25-hydroxy vitamin D levels in the blood. The 
patient condition and the quality of life was investigated 

at the time of discharging the patient and comparison 

was drawn. 

RESULTS 

Sixty percent of the patients were men, while the 

remaining forty percent were women. 

 

Figure No.1: Congestive heart Failure  

 
FigureNo.2: Patients Ratio  

Congestive heart Failure was more common in men and less 
common in women. The cardio-protective effect of the 
hormone in women prior to menopause may be the reason 
behind the disease being less common in women. While 
aggravating factors like smoking, which are more common in 

men, may explain the high levels of the disease in men. 
(Figure 1) 

The ratio of the patients with or without 25-hydroxy 

vitamin D deficiency was 1:1. 

The patients with 25-hydroxy vitamin D deficiency 
were experiencing markedly low levels of quality of life 

due to aggravated disease 
It was important that the ratio be kept same to remove all bias 

that may have altered the result credibility and validity.  
(Figure 2). 

 
Figure No.3: Impaired Quality of Life 

DISCUSSION 

The vitamin 25-Hydroxy D casts multiple individual 

effects on muscle cells. It influencesthe calcium ion 

transfer to intracellular region and it is proved by 

culture studies where the mechanism was studied on a 

petri dish.17 The impact that this crucial vitamin casts 
on cardiac cells is somewhat lower than what it does to 

the regular muscle cells but still its significant in every 

aspect.18-20 In diseased individuals, the levels of this 

vitamin are thus of particular importance. 

In the western world, the levels of 25-Hydroxy vitamin 

D are mostly dependent on the amount of time that an 

individual spends in broad day light and the area of 

exposure on body of ultraviolet spectrum of light (a.k.a 

UV B light).21 In normal circumstances, a low level of 

exposure does not cause the levels of the said vitamin to 

drop but in diseased individuals who are often 
bedridden, the exposure level and duration drop to 

nearly a zero. The diet too of such individuals is not 

very supportive and so in the face of heightened 

demand and poor supply, the condition worsens and the 

disease is aggravated.22-25 

The dropped levels of the vitamin, when they aggravate 

the disease and worsen the adverse symptoms, cause 

distress to the patients and reduce their quality of life to 

a large extent.26,27 It is noted in our study that 

individuals suffering from the disease benefit from the 

use of medication as the use of digitalis and beta-

blockers acts to enhance the cardiac contraction and 
thus the ejection fraction7-8, but it is still not enough to 

counter the negative effects cast by 25-Hydroxy 

vitamin D deficiency. 
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CONCLUSION 

The deficient levels of 25-hydroxy vitamin D, as 

indicated in literature, alter the metabolism of minerals 

and lead to myocardial dysfunction in the congestive 

heart disease patients. It is thus an aggravating factor 

for pathogenesis of congestive heart failure and leads to 

marked decrease in the quality of life. 
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