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Abstract: Viral hepatitis C (VHC) infection is associated with many systemic diseases. Amongst these, the association with
ischemic heart disease is underdiagnosed in Sub-Saharan Africa context. We present a case of acute coronary syndrome in a
Cameroonian patient with viral hepatitis C with low cardiovascular risk. A 75 years old female followed up for hepatocellular
carcinoma secondary to VHC cirrhosis. She was admitted in the hospital for a sudden, resting, intense constrictive thoracic pain
lasting more than one hour. This patient initially consulted the gastroenterologist, but secondarily the cardiologist 24 hours after
the previous consultation. The initial workup showed ST segment elevation in lead V1 to V4 with Q Wave in the same territory
and elevated value of Troponin Ius and CPKMB. Cardiac ultrasonography found akinesia in the anteroseptal and apical segments.
Other biological exams showed a dyslipidemia without other cardiovascular risk factors. Despite poor financial resources, the
patient was managed with Enoxaparine 8000 UI/12H, Clopidogrel 75mg/24H, Aspirine 100mg/24h. Rosuvastatine 10Mg/24h,
Ramipril 2,5mg/24h and Nebivolol 2.5mg/24h, tramadol 100mg/8h, trimetazidine 35mg/12h, omeprazole 40mg/24h,
molsidomine 1mg/8h. The pain disappeared 24hours after the beginning of the treatment. In sub-Saharan Africa with high burden
of viral hepatitis C infection, we should consider this possibility in patients who present ischemic heart disease with
lowcardiovascular risk.
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1. Introduction
Ischemic Heart Disease (IHD) is a public health problem
worldwide. In developed countries, age-standardised
mortality rates were reported to increase by 48% in men and
29% in women between the year 1990 to 2020 [1]. In
sub-Saharan Africa (SSA) it is estimated to rise by 70% in
men and 74% in women by 2030 [2]. The different mortality
rate between developed countries and sub-Saharan region is
mainly due to difficulties in early diagnostic and limited
therapeutic resources in SSA [2]. But sometimes it is possible
to reduce the incidence of IHD by reducing cardiovascular

risk factors [3]. Among them the major cardiovascular risk
factors are high blood pressure, diabetes, dyslipidemia,
tobacco consumption, obesity and family history [3]. These
factors predispose the patient to develop atherosclerosis which
could lead to decrease coronary blood flow leading to IHD [4].
To date, no single risk factor has been identified to be
responsible for causing cardiovascular disease [3]. Some
studies have shown that IHD can be due to viral infections.
Amongst these infections, we have viral hepatitis, particularly
the type C virus [5]. The possible role of an infectious agent in
the development of experimental atherosclerosis in rodents
was first reported more than 120 years ago [6].
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Viral Hepatitis C (VHC) is a systemic disease that leads to
cirrhosis and extrahepatic complications. The burden of this
disease in SSA is high and a recent systematic review reported
a seroprevalence of 6.5% in Cameroon [7]. Some studies
suggest that Viral hepatitis C infection can increase
cardiovascular risk by metabolic alterations, proinflammatory
and profibrogenic status, as well as potential direct viral
mechanisms but the relationship is not well established [5,
7-9]. Demonstrating the relationship between VHC and
ischemic heart disease will contribute to reduce the burden of
this cardiovascular disease in SSA. We reported a practical
case of acute coronary syndrome in a Cameroonian patient
with viral hepatitis C infection with low cardiovascular risk,
suggesting a novel approach in this context.

2. Case Report
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chest pain of sudden onset, with gradually increasing intensity,
lasting more than one hour. The pain was constant and
radiated to the back and left shoulder. She first consulted her
gastroenterologist and spent 24 hours before cardiology
evaluation. She had a past history of hepatocellular carcinoma
(Child-Pugh B, BCLC A3) secondary to hepatitis C viral
infection discovered two years ago. She is followed by a
hepatogastroenterologist and she takes Sorafenib 200 mg
twice daily. On entry, the patient was conscious with the
following vital parameters: the blood pressure was
118/80mmhg, the heart rate 106 bpm, respiratory rate 24 cpm,
Temperature 36.8°c, pulse oxymetry 95%, BMI: 26,3kg/m2.
Cardio-vascular examination was normal; she had no signs of
hepatocellular
insufficiency.
The
first
resting
electrocardiograph (ECG) realized 24 hours after the initial
symptom showed an elevation of the ST segment in lead V1 to
V4 with Q Wave (Figure 1).

A 75 years old woman presented with severe constrictive

Figure 1. Significant ST elevation in V1 to V4.

Transthoracic cardiac ultrasonography showed anakinesia
in the anteroseptal and apical segments with left
ventriclemid-range ejection fraction at 44% (Simpson Biplane)
without pericardial effusion. Biological workup revealed an
elevated series of troponine Ius level with a pic at 2,47ng/ml
(x123 the normal value) and CPK MB at 80.3 UI/l (x 3 the
normal value). She had an elevated low density lipoprotein
cholesterol level at 1,62g/l (N: 0,9 – 1,6 g/l) and a low high
density lipoprotein cholesterol level at 0,33g/l (0,4-0,75g/l),
total cholesterol, triglyceride, fasting blood glucose levels and
glycated haemoglobin were normal (Table 1).
Table 1. Biological exams of the patient at the entry.
Exams
Uric acid g/l
Glycemia g/l
Glycated haemoglobin %
HDL g/l
Total cholesterol g/l
Triglycerid g/l
LDL g/l
CRP mg/l
Serum urea g/l
Serum creatinin mg/l

Results
28
0,81
6,1
0,33
2,14
0,91
1,62
24
0,19
5,2

Normal range
30-70
74- 110
< 7,5
0,4-0,75
1,4-2,7
0,35-1,6
0,9- 1,6
<6
0,15-0,45
5- 12

Exams
ASAT UI /l
ALAT UI /l
Serum albumin g/l
Prothrombin level%

Results
87
48
43
62,8

Normal range
< 40
< 40
35-50
70-100

We were unable to perform coronary angiography to
determine the specific arterial lesion due to unavailability in
our setting.
We concluded to myocardial infarction with ST segment
elevation at the subacute phase with no eligible criteria for
thombolytic therapy. The patient therefore received
Enoxaparine 8000 UI/12H S/C, Clopidogrel 75mg/24H P.O,
Aspirine 100mg/24hP.O, Rosuvastatine 10Mg/24hpo,
Ramipril 2,5mg/24hpo and Nebivolol 2.5mg/24hpo, tramadol
100mg/8hpo, trimetazidine 35mg/12hpo, omeprazole
40mg/24hpo, molsidomine 1mg/8hpo. Loading doses of
aspirin and clopidogrel were not given due to increased risk of
bleeding. The pain disappeared 24h after the beginning of the
treatment. We did daily ECG, and at day 6 of the treatment it
showed a reduction of the ST segment elevation and persistent
Q wave in lead V1 to V4 (Figure 2).
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Figure 2. Control ECG at Day 6.

The control troponine Ius was at 0.99ng/ml (x49.5 the
normal value) and CPKMB were at 61.4 UI/l (x2.4 the normal
value). A possibility of secondary angioplasty was explained
to the patient, but this strategy was limited by low financial
resources.

3. Discussion
VHC infection is a frequent cause of cirrhosis,
immuned-related disorders and metabolic alterations. Recent
accumulating evidence suggests that VHC infection can
increase cardiovascular risk and that viral eradication can
improve cardiovascular outcomes in the clinical setting [8]. A
possible association between hepatitis C and carotid
atherosclerosis was firstly suggested in 1992 by Ishizaka et al.
[10]. They conducted a cohort study of 4784 individuals in
Japan and they observed that VHC seropositivity was found to
be associated with an increased risk of carotid-artery plaque
and carotid intima-media thickening [11]. Other studies made
in Italia and Egypt also found that severe hepatic fibrosis is
associated with a high risk of early carotid atherosclerosis in
patients with VHC [13]. VHC seropositivity is considered to
be an independent predictor for increased coronary
atherosclerosis [13-15]. This can be illustrated by the presence
of genomic and antigenomic VHC RNA strands within carotid
plaque tissues in most VHC-infected patients [17] and by the
proinflammatory and profibrogenic environment prompting
fibrogenesis in the liver and in the whole cardiovascular
system [13]. But theses hypotheses are still debated sincesome
authors have found normal prevalence of carotid artery
plaques in patients with HVC compared with control
populations [16].
This case offers the possibility to see a coronary syndrome
in a patient with VHC. She was first followed up for
hepatocellular carcinoma secondary to VHC cirrhosis with
low cardiovascular risk factor and she came to the hospital
with a typical angina pain. The initial workup constituted of
resting ECG, Doppler cardiac ultrasonography troponin Ius
and CPK-MB where in favor of an acute myocardial infarction
with ST elevation. Because of limited financial
resourcescoronary angiography was not realized to objectivate

the lesion(s). But from the localization of the ST elevation and
the akinetic segment on the ultrasonography, we suppose that
the stenosis must concern the anterior interventricular branch
of the left coronary artery. Salam et al. found that the
prevalence of VHC antibodies positivity in a group of
Egyptians in 2014 was significantly higher in the group of
patients proved angiographically to have coronary heart
disease than the control group without ischemia [17].
Considering all these reasons we can strongly presume that
our patient has developed ischemic events due to VHC.

4. Conclusion
VHC is an under estimated cardiovascular risk factor.
Although clear relationship between this infection and
ischemic heart disease is still debated, we should consider this
possibility in Sub Sahara African patients who present
ischemic heart disease with low cardiovascular risk.
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