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Abstract

Pneumonia affects cardiac function through invasion of Mmicroorganismis,
toxic effect and hypoxia causing myocarditis, also causing pulmonary
hypertension in severe cases pneumonia. '

This prospective sfudy was conducted on twehty patients aging from two
months to thirteen years who were classified according to severity of
pneumonia into pneumonia (15) and severe pneumonia (5); and subjected to full
clinical history, Thorough clinical examination, Chest X-ray, Echocardiography
and Doppler tissue imaging during illness and after clinical recovery, Complete
Blood Count (CBC), Serum Electrolytes (Na, K, Ca), Renal Function tests (urea
& creatinine), Liver Function tests (ALT & AST), CRP (C-reactive protein),
Arterial Blood Gases during illness and after clinical recovery, Serum
Creatinine Kinase MB fraction (CK-MB) and Serum Lactate Dehydrogenase
(LDH).

Cases of pneumonia showed diastolic dysfunction of LV and RV during
illness which improved after recovery by conventional echocardiography; but
by DTI showed diastolic dysfunction during illness and after recovery..

Severe pneumonia cases showed LV and RV systolic -dysfunction by DTI;
but normal FS by conventional echocardiography, also diastolic dysfunction of
LV and RV during illness and after recovery by conventional echocardiography;
but more significant decrease of during illness and after recoveryrby DTI.

Pulmonary artery systolic pressure significantly increased-in cases of sevete
pneumonia and returned to normal values after clinical recovery, pulmonary

acceleration time significantly decreased in cases of pneumonia and returned to

" normal values after clinical recovery. In severe pneumonia it was significantly

decreased during illness and afier clinical recovery, also ABG showed

hypoxemia during illness and becanie normal a regovery; but cardiac

enzymes were normal \ }Jﬁ
g
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Introduction

Introduction

Pneumonia is an important cause of death in childhood, especially in infancy
period. According to the World Health Organization (WHO) data, 3— 5 million

children under five years die each year from this disease ‘",

The cardiovascular and respiratory systems function as a single unit and
cannot: be thought of independently. Alterations in cardiorespiratory interactions
can cause significant changes in cardiac functions. Cardiac failure is a serious

complication of pneumonia and may also contribute to mortality > @,

Acute lower respiratory tract infections could alter the cardiovascular
performance in several ways, including hypoxia and invasion of micro- organisms,

resulting in myocarditis ".

Right ventricular failure is common in children with severe pneumonia and it is
probably caused by pulmonary hypertension rather than septic toxemia. The
degree of increase in pulmonary arterial pressure was related to the severity of

pneumonia. Pulmonary artery pressure measured by Doppler echocardiography "
) |

Conventional echo Doppler examination can asses global ventricular function
and can detect advanced significant ventricular dysfunction; but cant detect early

and mild abnormalities .

Recent investigations have introduced a Doppler tissue imaging (DTI)
echocardiography as a new non invasive and simple method for assessing
ventricular systolic and diastolic functions that can solve the limitations of the

traditional methods in evaluating ventricular function ©,



