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Abstract

Bleeding is a known complication of sickle cell anaemia and aspects of the challenge includes heamorrhagic stroke,
haematuria and vitreous haemorrrhage. The laboratory pictures of bleeding parameters in the patients need to be
investigated periodically. We investigated some of these parameters by standard methods. The patients with sickle
cell anaemia in steady state had higher level of platelet count than the controls, 307.94+1.19 vs 282.50+9.15 (x10
9/L). The difference in result was statistically significant, p<0.05. But the results in the test for prothrombin time
(16.70+£1.92 vs 16.10+1.59) and activated partial thromboplastin time (34.38+3.19 vs 35.20+3.97) seconds showed no
significant differences in both cases, p >0.0. These results indicate that the results of clinical care were achieved with
respects to haemostasis in the patients. In conclusion, patients with sickle cell anaemia (SCA) in steady state had
normal basic haemostatic profile.
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I ntroduction

Sickle cell anaemia is an inherited
haemoglobinnopathy resulting in the abnormal
polymerization of the [-globin protein and
sickling of the red blood cells (1). Bleeding in
patients with sickle cell anaemia (SCA), includes
neurological, renal and ocular bleeding
complications (2). Patients with sickle cdl
anaemia have been found to have an aberrant
coagulation profile. One of the primary elements
hypothesized to contribute to the vaso-occulussive
crisis that characterized SCA is coagulopathy
(3,4). Although patients with sickle cell anaemia
can experience multiorgan and organ-specific
bleeding (5,6).

Patients with sickle cell anaemia in Ibadan
continue to suffer health challenges such as
septicaemia and maternal mortality (7,8). In this
study, we determined some haemostatic profile of
patients with sickle cell anaemiain steady state to
know the current status of their coagulation
profile.

Materialsand M ethods

In this study, patients with sickle cell anaemia in
steady-state, diagnosed by standard methods (9) at
the University College Hospital, Ibadan, Nigeria
were recruited into the study. Seventy-one (71)
patients and sixty (60) age and sex-matched
controls were recruited.

After ethical approval was obtained from the local
Ministry of Health and informed consent obtained
from the subjects, 5ml of blood was obtained in
each case by venipuncture after informed consent.

All laboratory procedures and tests were done by
standard methods (9).

For statistical evaluations, X and student’s t-test
were performed on the data using a software
(SPSS 23.0). p<0.05 was inferred to be statically
significant.

Results

Table 1: shows the age distribution of the patients
and control subjects. There were 71 patients and
60 age-matched control.

Table 1: Age distribution of the patients with sickle cell anaemia (SCA) and apparently age-matched

healthy controlswithout the S gene.

Agegroups SCA Patients Controls

No (%) No (%)
20-24 6 (8.5) 14 (23)
25-30 10 (14.1) 12 (20)
31-34 16 (22.5) 19 (32)
35-40 31 (43.7) 10 (17)
41 - 45 8(11.3) 5 (8.3)

Total 71 60
131

Table 2. shows comparisons between the
haematological results of the steady-state sickle
cell patients and controls. The patients had PCV
value of 22.63 + 99, WBC of 13.99 + 3.14, and
platelet of 307.94 + 1.19 as against corresponding
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values of 39.70 + 4.14, 5.01 + 1.61 and 282.50 +
9.15 for controls. The differences in these results
between the patients and controls were
statistically significant, p < 0.05.



Table2: Some haematological resultsof the patientswith SCA and the controls
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Controls SCA
Parameters N = 60 N =71 P value
PCV (%) 39.70+ 4.14 22.63 + 3.99 <0.05
WBC (X10%/L) 5.01+1.61 13.99 + 3.14 <0.05
PIt (X107/L) 282.50 £ 9.15 307.94 +1.19 <0.05
PT (Secs) 16.70 + 1.92 16.10 + 1.59 > 0.05
APTT (Secs) 34.38 + 3.19 35.20 + 3.97 >0.05
For haemostatic results, the patients had Refer ences

prothrombin time test result of 16.10 =+ 1.59 secs
and Activated Partial Thromboplastin Time result
of 35.20+ 3.97 secs as against corresponding
results of 16.70 + 1.92 for PT and 34.38 = 3.19,
APTT for controls. The differences in these two
results were not statistically significant p > 0.05.

Discussion

This study showed an increase in the plateled
count of the patients with sickle cell anaemia in
steady-state compared to controls. This is in
agreement with a previous report by Piel et al.,
(20). This is an indication that the patient’s
clinic management must have achieved the
objectives of controlling anaemia, pain and
infection which reduces the hypercoagulable
challenges. The goa of managing sickle cell
anaemia is to prevent complications by reducing
the incidence of sickle cell crisis (11).

There was no significant difference in the result
of Prothrombin Time Test Kaolin (APTT)
between the patients and the controls. This
finding does not agrees with the work and
findings of Chinawa et al., 2013 (12) that found
prolonged PT and APTT in steady states as well
asin crisisin Enugu, Nigeria. Sickle cell anaemia
had earlier been reported to be associated with an
increase in prothrombotic factors and a decrease
in physiologic anticoagulants, resulting in a
predisposition to venous thrombosis (13).

Acknowledgements

We acknowledge the contributions of the medical
doctors and medical laboratory scientists who
contributed to this study at the University College
Hospital, Ibadan, Nigeria.

13

1.

Ohene-Frempong. K., Weiner, SJ. and
Sleeper, L.A., (1998). Cerebrovascular
accidents in sickle cell disease: rates and
risk factors. Blood, 91(1): 288 — 294.
Strouse, J.J., Jordan, L.C., Lanzkron, S.
and Casdla, JF. (2009). The excess
burden of stroke in hospitalized adults
with sickle cell disease. Am. J. Hematel.
84(9): 548-552.

Nisha Hariharan, Ann Brunson, Ted Wun
et al., (2020). Bleeding in patients with
sickle cells disease: a population-based
study. Blood Adv., 4(5): 793 — 802.

Ataga, K.l. and Orringer, E.P. (2003).
Hypercoagulability in sickle cell disease: a
curious paradox. Am. J. Med, 115(9): 721-
728.

Nagel, R.L. Fabry, M.E., and Steinberg,
M.H (2003). The paradox of hemoglobin
SC disease. Blood Rev., 17(3): 167-178.
Nath, K.A. and Hebbel, R.P. (2015).
Sickle cell disease: renal manifestations
and mechanisms. Nath. Rev. Nephrol,
11(3): 161 - 171.

Y.A. Akenova, RA. Bakare, M.A.
Okunade et al., (1998). Septicaemia in
sickle cell anaemia patients: The Ibadan
Experience. Cent. Afr. J. Med., 44(4): 102
- 104.

B.O. Osinusi, JA., Adeleye et al., (1989).
Homozygous sickle cell anaemia at the
University College Hospital, Ibadan
Revisited. Int. J. Gynaecol. Obstet., 30(1):
51-55.



Int. J. Curr. Res. Med. Sci. (2022). 8(9): 11-14

9. Baker, F.J.,, Slverton, R.E., and Palister, 12. Chinawa, J.M., Emodi, 1.J. and |ke Funa
C.J. (2000). Introduction to Medica A.N. (2013). Coagulation profile of
Laboratory = Technology, 7" ed. children with sickle cell anaemiain steady
Buterworth Heinemann. London. state and crisis attending University of

10. Pid, F.B., Patil, A.P., Howes, R.E. and Nigeria teaching hospital, Huku-Ozalla,
Nyangiri, O.A. (2013). Globa Enugu. Niger. J. Clin. Pract., 16(2): 159-
epidemiology of sickle haemoglobin in 163.
neonates. a contemporary geostatistical 13. M.F. Whelihan, M.Y. Lim, M.J. Mooberry
model based map and population estimates et al., (2016). Thrombim generation and
Lancet, 381: 142-151. cell-dependent  hypercoagulability  in

11. Grosse, S.D., Odeme, I, Atrash, HK. et sickle cell disease. J. Thrombosis and

al., (2011). Sickle cell disease in Africa: a

Haemostasis, 14(10): 1941 — 1952.

neglected cause of early childhood
mortality. Am. J. Prev. Med. 41:S398.

AccessthisArticlein Online

Website:
WWWw.ijcrims.com

Subject:
Medica Sciences

Quick Response Code

How to cite this article:

Aghatise, E.K, Ugbomoiko D, Agu-CS, Nto-Ezimah UA, lbekailo, S, Ezimah, ACU. (2022). Basic
Haemostatic Profile of steady state patients with Sickle Cell Anaemia in Ibadan, Nigeria. Int. J. Curr.
Res. Med. Sci. 8(9): 11-14.

DOI: http://dx.doi.org/10.22192/ijcrms.2022.08.09.003

14



