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Background 
Pulmonary thromboembolism (PTE) is a partial 
or complete obstruction to blood flow of a 
pulmonary artery or a segment of a pulmonary 
artery in the lungs by a clot or any substance(s) 
that moved from other parts of the body through 
the bloodstream (embolism) (1). Venous 
thromboembolism (VTE) is among the 
commonest causes of cardiovascular diseases 
in the world after ischemic heart disease and 
cerebrovascular accidents (CVA) (1,2). 
Symptoms of a PTE may include 

breathlessness, pleuritic chest pain, hemoptysis, 
and fainting spells. Pulmonary embolism is  
 
 
common and has a high mortality if not treated 
(3).  
There are unfounded beliefs that pulmonary 
thromboembolism is uncommon in Nigeria and 
black Africans. This myth is being propagated by 
poorly equipped health care systems, not 
actively on the lookout for possible cases, and 
most are ill-prepared to fully investigate 
suspected cases (4). In Africa, many patients 
who die from pulmonary thromboembolism were 
misdiagnosed premortem, a shortcoming related 
to the variability in clinical presentation, 
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inexperienced clinicians, inaccurate risk 
assessment, and lack of access to computer 
tomography scans (5). The United States 
Surgeon General estimates that PTE causes 
between 100,000 and 180,000 deaths in the 
United States alone, and singles out PTE as the 
most preventable cause of in-hospital death in 
the U S (2,6). The prevalence of VTE in Africa 
varies between 2.4% and 9.6% in patients after 
surgery, and between 380 and 448 per 100 000 
births per year in pregnant and postpartum 
women (5). 
Risk factors for PTE range from age, gender, 
geographic region, and monthly income to 
environmental triggers such as hypertension, 
diabetes, peripheral vascular disease, 
hyperlipidemia, chronic heart diseases, cancer, 
recent fracture, pregnancy, and the use of 
anticoagulants, hyperthyroidism (7), recent 
surgeries, immobilization. Others are genetic 
factors such as the factor V Leiden mutation, low 
antithrombin levels, low protein C levels, and low 
protein S levels (8). Human immunodeficiency 
virus infection is associated with a two to tenfold 
increased risk of venous thrombosis in 
comparison with a general population of the same 
age (7).  Some risk factors demonstrated the 
strongest association with VTE such as low CD4+ 

cell count especially in the presence of clinical 
AIDS, protein S deficiency, and protein C 
deficiency (9). PE should be included in the 
differential diagnosis when patients with 
HIV/AIDS have unexplained dyspnea or 
hypoxemia. In young individuals with VTE, 
especially men, without other identifiable risk 
factors for VTE, HIV should be considered as 
interactions between warfarin and environmental 
agents are possible (10). Medical Practitioners 
should also be alert to the potential of 
dangerously high or low International normalized 
ratios (INRs) when they are giving anticoagulants 
to patients with HIV infection who are undergoing 
antiretroviral therapy (9,10). Other known risk 
factors for PE include being overweight and 
obese, cigarette smoking, pregnancy, oral 
contraceptive pills, hormone replacement 
therapy, chronic illnesses like stroke, chronic 
heart failure, high blood pressure, and connective 
tissue diseases like Systemic Lupus 
Erythematosus, recent trauma, and burns, 
fractures of the hip or thigh bone and old age (11). 
Objective testing for PE is crucial because clinical 
assessment alone is unreliable and the 
consequences of misdiagnosis are serious (12). 
Failure to diagnose PE is associated with high 
mortality and incorrect diagnosis of the condition 

unnecessarily exposes patients to risks of 
anticoagulant therapy (9,11). No single 
noninvasive test for PE is both sensitive and 
specific. Some tests are good for “ruling in” PE 
(e.g., helical Computerized Tomography) and 
some tests are good for “ruling out” PE (e.g., D-
dimer). Other tests can do both but often are non-
diagnostic (e.g., ventilation-perfusion lung 
scanning). However, it is universally accepted 
that the gold standard for diagnosing PE is CTPA 
(Computerize Tomography scan with Pulmonary 
Angiography). It has high sensitivity and 
specificity PE (1,2,4,7). 
In a private tertiary health institution in Ogun 
State, Nigeria, 29 cases of Pulmonary embolism 
confirmed with Computer Tomography 
Pulmonary Angiography (CTPA) were seen 
between July 2018 and June 2020. This write-up 
discusses the presentations, investigation 
findings, treatments, and the outcome of some of 
the cases managed by the chest Unit of Babcock 
University Teaching Hospital, Ilishan Remo, 
Ogun State, Nigeria. 
 
Case presentation 
We report five patients with pulmonary 
thromboembolism of African descent who had 
initially presented with chest pain, sudden onset 
of breathlessness, and sudden loss of 
consciousness. Various evidence of pulmonary 
arterial obstructions ranging from filling defect in 
the pulmonary arteries or its branches to 
characteristic doughnut signs were seen in 
computerized tomography scans of the patients. 
Transthoracic echocardiographic feature of 
concentric hypertrophy was seen in some of the 
cases. Electrocardiographic findings include 
sinus tachycardia, right axis deviation, and 
characteristic large S wave in lead 1, pathologic 
Q wave in lead III, and inverted T wave in lead III 
(S1Q3T3). All cases responded very well to oral 
and parenteral anticoagulants. 
 
Case 1 
A 74-year-old healthy female presented with 
recurrent fainting spells of three weeks and 
breathlessness on exertion of two weeks’ 
duration. She was noticed about 3 weeks earlier 
to be unresponsive to calls, with generalized body 
weakness and starring into the air. She regained 
full consciousness about 30 minutes later and 
was able to talk and walk without support. There 
was no history of jerking movements or loss of 
sphincteric control. The patient subsequently 
developed exertional dyspnea 2 weeks before the 
presentation which worsened over time to 
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become present at rest about a week later. There 
was an associated history of palpitations and 
dizziness. There was a history of orthopnea and 
paroxysmal nocturnal dyspnea. No history of 
cough or pleuritic chest pain, trauma to the chest, 
chest tightness, or fever. There was no history of 
recent pelvic surgeries or long-distance travels, 
recurrent pregnancy loss, immobility, or history 
suggestive of malignancy. No abdominal or leg 
swelling and no history of calf pain or swelling. 
The patient was recently diagnosed with 
hypertension in a private hospital and was placed 
on amlodipine and hydrochlorothiazide. She was 
not a known Diabetic and she does not smoke 
cigarettes nor take alcohol. She was obese with 
a Body mass index (BMI) of 36.4kg/m2 but 
claimed to have lost about 2.5kg of weight in the 
recent past.  
On examination, she was conscious and alert, 
tachypneic with a respiratory rate of 46cpm, and 
oxygen saturation at room air was 82%. She was 
not pale, anicteric, not cyanosed, was mildly 
dehydrated with no pitting pedal edema. She 
desaturated to 69% after a six-minute walk test. 
Breathe sound was vesicular globally with coarse 
crepitations in the right middle lung zone. Her 
pulse rate was 92bpm, regular, normal volume, 
synchronous with other peripheral pulses with 
arterial wall thickening. Blood Pressure was 
120/70mmHg supine with 1st and 2nd heart 

sounds heard on auscultation of the precordium 
and no loud P2 and no heart murmur was heard. 
The Complete blood count, renal function tests, 
and Liver function tests were normal.  The 
baseline D dimer was greater than four, INR was 
1.72. ECG showed right axis deviation, large S 
wave in lead1, pathologic Q wave in lead III, and 
inverted T wave in lead III (SIQ3T3). 
Transthoracic echocardiogram showed 
concentric hypertrophy of the left ventricle. Chest 
computerized tomography with angiography 
showed filling defects within the right and left 
main pulmonary arteries and their branches 
nearly occluding its lumen, indicative of 
pulmonary embolism. 
The patient was immediately placed on 
subcutaneous Clexane 40mg daily with oral 
warfarin for 1week and 7.5mg of warfarin for 3 
months with INR ranging between 2.1-2.92. She 
discontinued her medications after 3 months and 
missed 2 consecutive clinic appointments. She 
represented 5 months after discharge with left-
sided pleuritic chest pain and fever. A chest X-ray 
and a new CTPA were done which were both 
normal. She was recommenced on oral Warfarin 
5mg daily, Oral Amoxicillin-clavulanic acid 1g bd 
for 2 weeks, and oral clarithromycin 500mg bd for 
10 days. The chest pain and fever resolved after 
a week on medications.

 

                             
Figures 1 and 2: The Chest CTPA for the patient in Case 1  

 
Case 2 
A 40-year-old woman presented with two days’ 
history of right-sided chest pain and a day history 
of difficulty in breathing. Chest pain was said to 
be pleuritic with a severity of 6 on a scale of 1 to 
10. It was sharp and occasionally radiated to the 

back. It was not associated with her meals. There 
was no history of chest trauma, no history 
suggestive of regurgitation of feeds, no early 
satiety, excessive flatulence, or excessive 
belching.  Difficulty in breathing was first noticed 
a day before the presentation. It was sudden in 
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onset with no known relieving or aggravating 
factors. There was no associated history of 
wheezing, cough, chest tightness. There was no 
history of fever, seizures, syncope, or loss of 
consciousness.  
She delivered via a caesarian section about 9 
days before the onset of chest pain on account of 
2 previous caesarian sections (Para3+3, 3Alive).  
She was ambulated out of bed quite early and 
was discharged on the fifth day after surgery. No 
history of recurrent pregnancy loss, no history of 
recent long-distance travels, and no history of 
previous leg pain or swelling. No dyspnea on 
exertion, no orthopnea or paroxysmal nocturnal 
dyspnea, and no palpitation. No history of facial 
puffiness, no reduction in urine output, no 
hiccups, and no pruritus. No history of use of oral 
contraceptive pills. She is not a known 
hypertensive or diabetic. She does not smoke 
cigarettes nor take alcohol.  
On examination, she was obese (BMI= 
32.7kg/m2), in respiratory distress with oxygen 
saturation at room air of 66%, tachypneic 
(respiratory rate of 30 cycles per minute), not 
cyanosed, anicteric, mildly dehydrated with no 
pitting pedal edema. Pulse rate was 109 beats 
per minute, regular, normal volume, synchronous 
with other peripheral pulses. Blood Pressure was 
114/89 mmHg. Jugular venous pressure was not 
elevated, 1st and 2nd heart sounds were heard, 

and no loud P2. There were coarse crepitations 
bilaterally in the lower lung zones. 
Complete blood count showed normocytic 
hypochromic anemia with a Hemoglobin value of 
9.2g. Renal and liver functions were normal. The 
electrocardiogram showed sinus tachycardia. 
Transthoracic echocardiogram was essentially 
normal. Chest computerized tomography with 
angiography showed a normal right and left 
pulmonary trunk with no classical filling defects 
within them. However, filling defects were noted 
at the level of the sub-segmental arteries 
inferiorly and bilaterally suggestive of sub-
segmental pulmonary embolism. Opacities were 
noted with air bronchogram in the posterior and 
basal segments bilaterally indicative of 
pneumonic changes.    
She was placed on subcutaneous Clexane 60mg 
daily for 1 week and subsequently discharged 
home on oral warfarin for 3 months. She has 
been regular at her clinic appointment and has 
had no new complaints. Her last clinic visit was 
about 6 weeks ago. Anticoagulant was 
discontinued during her last clinic visit after 6 
months. She expressed her desire to have 
another child in the future and was counseled on 
the need for early antenatal booking if she 
discovered she was pregnant. She is alive and 
well.

 

    
Figures 3 and 4: The Chest CTPA for the patient in Case 2 

 
Case 3 
A 32-year-old man, a healthy, non-smoking 
athlete presented with exertional dyspnea of a 
day duration and transient loss of consciousness.  
The exertional dyspnea started while walking 
over a short distance to get water to drink. He 
subsequently felt dizzy while driving and fainted 

while trying to park his car properly but eventually 
hitting a wall. He later had multiple episodes of 
dizzy spells and dyspnea which was worse on 
mild exertion. There was also a positive history of 
easy fatigability, worse on mild exertion with 
associated diaphoresis. No histories of chest 
pain, cough, calf pain, fever, abdominal or leg 
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swelling. No history of long-distance travel or a 
sedentary lifestyle. He is not a known 
hypertensive or diabetic and not a known cancer 
patient. There was no history of recent surgeries 
or immobility and no family history of sudden 
cardiac death. He takes more than 30g of alcohol 
per day. He was tachypneic with a respiratory 
rate of 42cycles per minute. Oxygen saturation at 
room air was 82%. Pulse rate was 116 beats per 
minute, regular, normal volume, synchronous 
with other peripheral pulses, no thickened arterial 
wall. Blood pressure was 110/92 mmHg. Jugular 
venous pressure was not elevated. 1st and 2nd 
heart sounds were heard with a loud P2. Chest 
examination was not remarkable. The abdominal 
examination was normal.  
The Complete blood count revealed a PCV of 
46%. Renal function tests and Liver function tests 
were normal. INR was 1.4. D-dimer was negative.  
ECG showed sinus tachycardia, S1Q3T3, and 
ischemic T wave changes in anteroseptal leads.  
Transthoracic echocardiography showed mildly 

dilated right atrium, right ventricles, severe 
tricuspid regurgitation with severe pulmonary 
hypertension (PASP 60.53mmgh), and 
concentric left ventricular hypertrophy. Right 
ventricular systolic function was poor with a good 
ejection fraction of 74.5%. Chest computerized 
tomography with angiography showed multiple 
irregular intraluminal filling defects of low 
attenuation; some of which are surrounded by 
contrast are seen in the right and left pulmonary 
arteries and branches.  
He was treated with tab Xalreto (rivaroxaban) 
15mg 12hrly for 3 weeks, then 20mg daily for 2 
months. He was counseled on the need to reduce 
his intake of alcohol. During his clinic visit 2 
months after discharge, the oral anticoagulant 
was extended for another 4 months. There had 
been complete resolution of all his symptoms but 
the patient is struggling with alcohol addiction and 
he is presently abroad on treatment for alcohol 
addiction. He is alive and well.

 

 
Figure 5: The Chest CTPA for the patient in Case 3 

 
Case 4 
A 58year old businessman presented with a 3-
week history of recurrent difficulty in breathing 
and cough. Sudden onset breathlessness was 
first noticed while working on the poultry farm. It 
was worse on exertion and associated with easy 
fatigability. Breathlessness progressively 
worsened with time with diaphoresis but no 
nausea or vomiting. He had an episode of fainting 
attack which was preceded by dizzy spells. No 
history of palpitation, orthopnea, or paroxysmal 
nocturnal dyspnea. No history of abdominal or leg 
swelling. No history of long-distance travel or 
sedentary lifestyle and no history of recent pelvic 

surgeries. He is not a known asthmatic. A non-
productive cough was noticed at about the same 
time as the difficulty in breathing. There was 
associated lateral chest pain which subsided 
spontaneously over a short period. No history of 
cancer in the patient or family members. No 
family history of sudden unexplained death. He is 
not a known diabetic or hypertensive. No history 
was suggestive of renal disease. He had 18 pack-
year of cigarette smoking and takes about 44g of 
alcohol per week. He had hernia surgery one and 
a half months before the onset of breathlessness.   
On examination, he was in respiratory distress 
with a respiratory rate of 34 cycles per minute and 
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oxygen saturation of 87% at room air, was not 
febrile, not cyanosed, and no bilateral pitting 
pedal edema. Tracheal was central, with equal 
chest expansion bilaterally. Breath sound was 
vesicular globally with expiratory rhonchi on the 
right middle and lower lung zones. Pulse rate: 
98bpm, regular, normal volume, synchronous 
with other peripheral pulses. No thickened arterial 
wall or locomotor brachialis. Blood pressure was 
100/70mmhg in the supine position. Jugular 
venous pressure was elevated. Precordium was 
normoactive with apex beat in the 6th left 
intercostal space lateral to the mid-clavicular line. 
There was left parasternal heave. 1st, 2nd, and 3rd 
heart sounds were heard at the base of the heart 
with a loud P2. No cardiac murmur. The abdomen 
was full, moves with respiration, soft and the 
umbilicus was flat. There was a right 
hypochondria tenderness. The liver was 
enlarged, about 6cm below the right costal 
margin. it was firm with a smooth surface and liver 
span was approximately 16cm.  
The Complete blood count, renal function tests, 
and Liver function tests were normal. 
Electrocardiogram done showed pathologic Q 
waves in inferior as well as anteroseptal leads, 
with evidence of right axis deviation (RAD). 
Transthoracic echocardiogram showed right 
ventricular pressure overload, mild systolic 
regurgitation (peak gradient-49mmhg), IVC-
2.5cm, estimated right atrial pressure- 15mmgh, 

estimated PASP- 64mmgh, concentric left 
ventricular hypertrophy, good left ventricular 
systolic function, moderate RV dysfunction 
(TAPSE-10mm). Chest computed tomography 
pulmonary angiogram showed linear luminal 
filling defects (55.2×10.4mm and 43×9.3mm in 
length and AP diameters) are noted straddling the 
pulmonary trunk, with contrast tracking in 
between and around them. These indicate 
straddle pulmonary embolism. Multiple irregular 
luminal filling defects of low attenuation(HU=30) 
which is outlined by contrast medium are seen 
within the right and left pulmonary arteries giving 
the railroad track sign as well as lobar and 
segmental arteries giving the doughnut sign all 
consistent with acute pulmonary embolism. 
There is the involvement of main pulmonary 
arteries, arteries to the left upper lobe, and 
bronchus intermedius. 
The patient was treated with Subcutaneous 
Clexane 80mg daily for 1 week, oral Lasix 40mg 
daily, tab sildenafil 5mg TDS, and oral warfarin 
5mg daily.  He was discharged home 13 days 
after admission with complete resolutions of 
symptoms. However, the patient stopped using 
his medications about 3 weeks after discharge 
and started taking herbal drugs. He also missed 
his appointment scheduled for two weeks after 
discharge. He died at home in his sleep 5 weeks 
after discharge from the hospital.

 

 
Figure 6: The Chest CTPA for the patient in Case 4 

 
Case 5 
A 56year old trader presented on account of easy 
fatigability of three weeks’ duration, difficulty in 
breathing of two weeks’ duration, and loss of 

appetite of three days’ duration. She first noticed 
easy fatigability with a feeling of unwellness. She 
developed difficulty in breathing a week later 
which was initially on moderate exertion but 
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worsened few days to the presentation.  She also 
noticed bilateral leg swelling with associated calf 
pain on the right lower limb. No history of swelling 
of the face or abdomen. There was colicky 
abdominal pain and loss of appetite but no 
change in bowel habits. There was no history of 
fever or cough but the patient had a positive 
history of orthopnea, paroxysmal nocturnal 
dyspnea, and palpitations. She is not a known 
hypertensive or diabetic patient. She was recently 
diagnosed with heart failure at the referral center 
and has no family history of heart disease. No 
history of recent long-distance travel. She takes 
locally brewed alcohol about 15g per day. No 
history of tobacco use. 
Examination showed a middle-aged woman in 
obvious respiratory distress with oxygen 
saturation of 56% in room air which improved to 
95% on 13 Liters per minute of oxygen via 
facemask. She was anicteric, not pale, not 
dehydrated. There were multiple hyperpigmented 
patches on the face and skin and pitting pedal 
edema up to the ankle bilaterally. There was 
swelling and tenderness of the calf region on the 
right. Pulse rate was 117 beats per minute, small 
volume, regular and synchronous with other 
peripheral pulses.  Blood pressure was 109/85 
mmHg and the jugular venous pressure was 
raised above the angle of the jaw. The apex beat 
was in the Left 6th intercostal space, anterior 
axillary line. S1, S2, S3 were present with a pan 
systolic murmur loudest at the apex. Respiratory 
rate was 34 cycles per min and vesicular breath 
sounds were heard globally with coarse 
crepitations in the right lung base. The abdomen 
was full with mild epigastric tenderness and there 
was no organomegaly. 
Complete blood count, Electrolytes, Urea 
&Creatinine, lipid profile, and abdominal 

ultrasound were all normal. Chest radiograph 
showed cardiomegaly with evidence of 
pulmonary congestion. Electrocardiography 
revealed sinus tachycardia with left atrial 
enlargement and left axis deviation. 
Echocardiography showed mild left ventricular 
hypertrophy, dilated right ventricle, global LV wall 
hypokinesia, moderate tricuspid regurgitation 
with severe pulmonary hypertension. Grade I Left 
ventricular diastolic dysfunction. Good right 
ventricular systolic function (TAPSE – 2.3cm). 
Borderline left ventricular systolic function (EF – 
50%). Doppler ultrasonography confirmed the 
presence of thrombi with partial occlusion in the 
upper half of the right popliteal vein. Computed 
Tomography Pulmonary Angiography revealed a 
filling defect of about 5.07 noted arising from the 
origin of the left upper lobe segmental branches 
from the left main pulmonary trunk. Other filling 
defects were seen in the proximal portion of the 
left lower lobe segmental branches and the right 
main pulmonary artery measuring 3.5cm in length 
at the origins of the segmental branches of the 
right middle and right lower lobes. 
She was treated with amlodipine, indapamide, 
rivaroxaban, and telmisartan tablets. The patient 
was out of failure within 2 weeks after admission 
and was discharged home on tab rivaroxaban 
20mg daily, tab amlodipine 5mg daily, tab 
indapamide 1.5mg daily, and telmisartan 80mg 
daily. She has been regular at clinic 
appointments. There are no new complaints. 
Repeat echocardiography revealed she still has 
mild left ventricular hypertrophy, dilated right 
ventricle, and moderate tricuspid regurgitation. 
There is also moderate pulmonary hypertension 
with good right ventricular systolic function 
(TAPSE – 2.2cm) and EF – 54%). She is alive 
and well on all prescribed oral medications.

 

                               
  Figures 7 and 8: The Chest CTPA for the patient in Case 5 
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Discussion 
This case series described five cases of 
pulmonary embolism with different modes of 
presentation. The cases were managed using 
current clinical practice guidelines resulting in 
early diagnosis and exclusion of differentials. A 
high index of suspicion associated with the 
immediate availability of CTPA and other 
diagnostic tests tools such as d-dimer, CTPA, 
Compressive ultrasonography, 
Electrocardiography, and Echocardiography 
resulted in a high survival rate seen in our 
hospital.  
This case series showed the clinical profile of 
patients with pulmonary embolism who were 
admitted, investigated, and treated at our 
hospital. The availability of CTPA and other 
diagnostic tests allowed us to confirm PE cases 
and exclude other differential diagnoses. The 
prevalence of PE in Sub Saharan Africa is not 
well known but PE is not as rare in Sub Saharan 
Africa as previously thought (13). In our center, 1 
out of every 926 patients seen in the Emergency 
room was diagnosed and treated for PE. The 
prevalence of VTE/PE in Africa according to 
Danwang C et al (5) is high following surgery, 
pregnancy, and postpartum. However, only one 
case in this series was associated with 
pregnancy.  
The most common symptoms in our series were 
breathlessness (all cases), fainting spells (cases 
1, 3 & 4), chest pain, and cough. This is similar to 
findings in the Angolan study (4) and the JASPER 
study (14). The symptoms of pulmonary 
embolism are in most cases non-specific, to 
ensure prompt diagnosis and treatment, a high 
index of suspicion is needed especially in patients 
with a high risk of cardiovascular diseases. A 
sudden occurrence of breathlessness may 
suggest PE (15). 
Cigarette smoking, obesity, increased BMI, 
hypertension, chronic heart diseases, and 
pregnancy/ postpartum has been associated with 
an increased incidence of PE (11). In this case 
series, cases 1 and 2 had obesity and this may 
have contributed to the development of PE in 
them. Case 4 had a significant history of cigarette 
smoking and heart failure while case 2 was in the 
postpartum period. These could have contributed 
in variable degrees to the development of PE in 
these patients.  This is similar to findings by 
Danwang C et al5 and other studies (13,16,17). 
One patient (case 3) had no identifiable risk 
factor(s) but there was a history of significant 
intake of alcohol which is a known cardiovascular 
risk factor.  This suggests that there are unknown 

risk factors associated with the susceptibility of 
individuals to PE (18).   
In our case series, the most important diagnostic 
tools for PE were Computerized tomography 
pulmonary angiography (CTPA), 
electrocardiogram (ECG), and echocardiogram 
(ECHO). This case series underscores the 
importance of CTPA in the diagnosis of PE. A 
study by Tambe J et al. (13) underlines the 
importance of CTPA in prompt diagnosis of PE. 
This further affirms the already fact that CTPA is 
the gold standard for the diagnosis of PE. The 
most common ECG finding was sinus tachycardia 
(cases 2, 3 &5) followed by the characteristic 
feature of large S wave in lead1, pathologic Q 
wave in lead III, and inverted T wave in lead III 
(SIQ3T3) (cases 1&3). This is similar to the 
finding in the Angola study (4). The most common 
abnormality on the echocardiogram was left 
ventricular hypertrophy (cases 1, 3 &4). This 
finding shares no similarity with other studies in 
which right atrial enlargement and right axis 
deviations were the two most common ECG 
findings (3,4,7,13). However, it is an important 
tool in the investigation and management of PE4. 
It is non-invasive and inexpensive.  
The majority of the cases were treated with low 
molecular weight heparin and warfarin. They 
prevent the extension of old thrombi and the 
formation of new ones. None of the patients in 
this case series received thrombolytic therapy. 
This is similar to the result found in the EMEP 
(Estudo Multicêntrico de Embolia Pulmonar) 
study (19), in which thrombolytic therapy was 
used in only 15% of patients. Multiple studies 
showed that there is no significant difference in 
the length of stay on admission in the hospital, 
morbidity, and mortality between patients 
managed with anticoagulants and thrombolytic 
(17).  
From the hospital record, out of the 29 confirmed 
PE patients seen over four years in our center, 
only 2 died on admission. The third patient died 
at home after discharge, probably as a result of 
non-compliance with medications. In-hospital 
death seen at our center is lower than the death 
rate reported in most studies (19). This may be 
because the patient presented early, promptly 
diagnosed with the aid of CTPA, and treatment 
instituted immediately. In line with this report, the 
patient that died in this study presented late (3 
weeks after onset of symptoms) and was not 
compliant with medication after discharge. 
The use of CTPA for prompt diagnosis PE in all 
patients in this study may be one of the reasons 
why in-hospital death was low as against reports 
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from other studies in Africa (4,10,13). Institution 
availability and easy access to CTPA may lead to 
prompt detection of the disease in various parts 
of Africa thereby leading to a significant decrease 
in rising cardiovascular mortality which is on the 
increase in Africa (6). 
 
Conclusion  
Pulmonary thromboembolism is not uncommon 
in Nigerians and black Africans as available data 
previously suggested. All hands must be on deck 
to identify potential cases and investigate at-risk 
individuals who have clinical symptoms that are 
often misdiagnosed as other disease entities. The 
role of CTPA in the Diagnosis of PE cannot be 
overemphasized. Efforts must therefore be put in 
place to make it widely available and easily 
accessible to Africans and particularly Nigerians. 
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