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Idiopathic Thrombecytopaenia

in Nigerian Children. The clinical
haematological features of acute idiopathic thrombocytopaenic purpura (ITP)

ancl

H

as well as the response to treatment mn 13 children seen at University College Hog-
pital, Ibadan, Nigeria over a five-year period are described. The general picture
of the condition in the present series is one of an explosive illness, sometimes of
greatseverity, hut usually sell-limiting and associated with a good prognosis,

IDIOPATHT ¢ thrombocytopacnic purpura
(ITP) is reported to he a rare discasc among
indigenous  Africans and persons of African
descent (Wintrobe, 1967; Jelliffe, 1970). The
few reports of acute thrombocytopaenia  in
Alricans concern Onyalai in East, Central and
South  Africa (Jelliffe, 1950; Laufer, 1953;
Trowell, 1951; Wicks, 1972). Indirect references
to I'TP among Afro-Americans have been made
by Newton and Zuclzer, (1951}, and Ly Lusher
and Zuelzer, (1966). This communication des-
cribes the features and management of the
disorder in Nigerian children,

Materials and ‘Methods

The series includes all the children with the
diagnosis of ITP seen at the University College
Hospital, Ibadan, over a period of five years
(January, 1968 to December, 1972). Standard
- haematological methods were used. In each case
! the hacmatological diagnosis was made on the
basis of a combination of the following criteria:

(e) Clinical evidence ofhaemostatic failure;

() A platelet count of less than 100,000/ul
(Essien, Usanga and Ayeni, 1973);

(c) Bone marrow picture showing normal or
increased number of niegakaryocytes

(d) Exclusion of known causes ol thrombocy-
topaenia (drugs, aplastic anacmia, lcukae-.
mia and gross splenomegaly, etc.)

The clinical data included age, sex, month

of presentation, symptoms and signs.

Results

The number of children with the diagnosis
of ITP over the g-year period was  (hirteen
(6 male and 7 female). The age distribution
(Fig. I) shows that the youngest patient was 3
vears old and the oldest 1o years. Ten of the
patients werc in the age group of §-7 years,
The month of presentation is shown in Tigure 2.
It will be observed that although there was no
peak incidence in any one month, a majority -‘df‘;,f.
the cases presented between September and April.
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Fig. 1 dge distribution in 13 children with ITP,
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Fig. 2 Month of presentation Showing that no patients were
seen between May and August of each year. This suggests
relative freedom during the wettest months of the rainy
season.

Clinical Features

Two patients gave a history of measles prior
to the .onset of bleeding. In the remaining
cleven patients, there was no history of ante-
cedent infections. The average period between
the onset of symptoms and presentalion at the
hospital (Fig. 3) was five days (range 1-19
days). The sites of haemorrhage at the time
of the first. presentation are summarized in
Table I. The commonest site of bleeding was
in the mouth, particularly the gums; this
occurred in 8 (62 percent) of the 13 patients.
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Fig. 3 Duration of illness before and after steroid therapy.
Duration of illness before presentation in hospital.
Duration of steroid therapy before platelet count returned
to normal or patient became lost fo follow-up.

000

The next common site was the nose from where
seven patients (54 percent) bled profusely.
Cutancous bleeding in the form of either pur-
pura or ecchymoses occurred in 5 (38 percent)
out of the 13 patients. Haemorrhagic bullae
as described in Onpalai occurred in only one
patient. There were g cases of haematuria.
Miscellaneous bleeding sites included periorbital
region, ulcer and abrasion in the leg, the lip,
conjunctiva and traditional scarification sites.

Splenomegaly occurred in 5 patients (38
percent), with the spleen size varying between
I cm and 4 cm below the costal margin,

Laboratory Findings

The main haematological findings are sum-
marized in Table II, Thrombocytopaenia was

present in all the 13 patients, and of these, 13
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TABLE 1
Sites of haemorrhage in 13 patients with ITP af time of preseniation
Patient  Skin ~ Nose  Mouth *Urinary Tract Miscellaneons -

1 —- = e &+ -
2 = = + = =
3 - = + - =
4 ” - = - Periorbital
5 4 =k - &= s
6 - - -+ - %5
¢ 7 = -+ = = Leg Ulcer
8 = L + - Lcg abrasion
9 & 4= + £ =
10 -+ - - - Lip
11 + + - - Conjunctiva
cthnic scarification
12 %+ =+ it - e
13 + ++ = T =

* Schistosoma haematobium was excluded as a possible cause of haematuria
in all the patients.

TABLL II

Haemaltological Findings in TP patients at first presentation

WBC Bone Marréw i
= Megakaryocytes
PCV  Total Plaielets Platelet Abnormal
Palient e = el Differential Jul Cellularity  Number Production Cells
i 19 11,000 Normal 10,000 Not done - = -
2. 23 12,400 Normal 10,000 Normal Normal Decreascd Eosinophilia
3: 11 7,100 Normal 88,000 Increased Increased Decrcased  None
4. 46 Not done = 10,000 Normal  Normal  Normal None
5. 34 9,760 Normal 20,000 Normal  Normal Normal None
6. 25 Not done - 10,000 Increased Increased Normal None
o2 26 12,000 Normal 14,000 Increased Increased Normal None
8. 23 7,100 Normal 34,000 Increased Normal — Decreased  None
g. 17 9,400 Normal 12,000 Incrcaseci Increased Decreased  None
10. 11 19,000 Polymorph
leucocytosis 12,000 Increased Increased Decreased Megaloblastic
rr. 32 9,500 Normal 18,000 Increased Increased Decreased
12, 29 10,400 Normal 10,000 Increased Increased Decreased

13 22 12,000 Normal 15,000 Not done - -
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paticnts had platelet count of 20,000/u! or less,
Anacmia was prescnt in the majority of the
patients and the mean PCV was 24 percent,
In ten patients, the POV was below 30 pereent.
Five Praticnils Tl leucocy tosis (whea Leuojul).

Bone niireow examination was perforined on
eleven patients. OfF these, seven had an increase
of megakaryocyles with features of immaturity
as described by Diggs and Hewleq (1948).
In four patients, the megakaryocytes appeared
quantitatively normal. Two of the bone marrow
specimens showed carly mcgaloblastic changs,
and in one, there was slight eosinophilia. None
of the bone marraw samples showed generalized
hypoplasia,

Tests for platelet anubodics were not done,

Treatmeyt

Nine  paticnts requited  blood  tansfusion
because of the severity of anaemia. All paticnis
were routinely  treated  wifl) prednisolone (o
mglkg  body weightfay There  was
clinical evidence of cessation of Lleeding in all
the patients within I—4 days
starting  steroid therapy.,  The average timc
between starting steroicd t'herapy and achieving
a normal platelet count in nine paticnls (Fig. )
was .9 days (range 3-15 days). Two children
did not gain normal platelet count and remained
thrombocylopaenic Go and 62 days respec-
tively afler starting on the prednisolone therapy,
Both were lost to further [oliow-up. Only six
patients attended for regular follow-up and in
these, therc was no tecurrenee of thrombocy-
topacnia for up (o two years after initial presen-
tation. Two of thege six paticnts had spleno-
megaly initially, hut this was no lenger present
six weeks later, Splenectomy was not periorined
in any of these patients. 0

hours),

Discussion

This report has revealed some striking clinical
differences between the manifestations of acute
idiopathic thromhoeytopacnic purpura des-
cribed here and those reporicd previously in

{(mean 2 days) of

olher Bonroncle

populations  {Doan, and
Wiseman, 1960; Lusher and Zuelzer, 1966
The first difference relates to the ity of

cutancous

manifestations. Tn 1l series, af
percent ol the patjenty proserded with pereehiae
ot ccchymoses. By contrast. i a study ol e
hundreed  angd cighty-one

Doan,

PAaticnts reporied Iy

lowoncle and  Wiseman (1960}, i

perecent presented with parpura in adelition (o
bleeding from ather sifes, This difference My
be duc partly 0 (he difliculty in recognizing
tiny purpuric spots i a dark skir. /\ilvrlmti\'vh.
the  difference refiec

may true pavcity of

cuiancous manilestations in TP the ingi-
genous population. A possiple explanatinon for
this may he (he relatively low normal piateled

count in the loenl population as veparted e

lissien, Usanga and NAyeni, Lragst 10 this s
the case, then the platelet coung
paticnis rry

Defore

I incizenon

with have 10 e YOIy Jon

( <20,000/ul) peteclinal I]:1f‘|1mrrl|;ag(-x
aceur. - Further studies on (s problem e in

Progress.

The  seeond point of  diflerence between
I'T'P as deseribyed in this series and ofher publie
sheel reports relates 1ot pPrevalenee rlf\})h‘!m-

megaly which ocaurred in 35 percent of agp
paticnts. This is in mavkeed COmirast 10§ preva-
lence of only 2.6 pereent v oiher series (Dnan,
Bouroncle and Wiscinan, 1G6a). The size of
the spleen in our serics varied hetween 1 oangd
the

Presence ol moderate spletomegaly i a pPetient

4 em below the costal margin. Vherefore,
with leatures suggestive of TID is, in oy view,
not inconsistent with such a dingnosis in child.
ren who live in a holo-endemic malarious area.

It has heen reported that acule mnfeetion
with cither plasmodivin vivax or plasimodim
lalciparum  may  cause 1hrc)mim(:ylnp;l(:ni;u:
{Hill, Knight and Jelferey, 1964;
el al.,
infection would appear to be an

kudowits,
1973). In the present scrivs, acute malaria
uncommon
causc of clinically apparent thrembaeytopacnia

since the incidence of thrombocytopacnia s



Idiopathic Thrombacypiopacnia in Nigerian Children 13

very low compared with that of malaria. Nonc
of our patients had Jaboratory evidence of
malaria infection.

The third major difference is in relation to
the high prevalence of anaemia which was
severe (PCV less than 25 percent) in 54 percent
of our paticats, and moderate (PCV 25-30
percent) in an additional 22 percent of the cases.
Thus in this series, severe anaemia was compa-
tible with a diagnosis of ITP, whercas in other
studics, (Baldini, 1966) the presence of severe
anacmia was considered a contraindication to
the diagnosis. There was no leucopaenia in any
of the patients whose leucocyte count was per-
formed. Tour (30 percent) out of the thirteen
patients had mild leucocytosis which may be a
response {o cither the accompanying bleeding
or an intercurrent infection. According to
Wintrobe (1967)- infection  fer se may  cause
anacmia. In owr environment with widespread
infections, it is possible that some of the patients
in the present sevies had inapparent infection
which together with the acute blood loss from
severe thrombocytopacnia Would lead (o severc
anaemia as occurred in o a majority of our
patients.

During the g-year period of the present
review, a total of 115,179 new patients attended
the hospital. Of these 13 were cases of I'TP, an
incidence of 0.01 percent in the papulation.
In a group of 132,235 patients reported by
Doan, Bouroncle and Wiseman, (1960) the
incidence of ITP was 0.18 percent. This diffe-
rence is  statistically  significant (P <o0.0001),
ITP is
among indigenous  Alricans. The reason [or

thus confirming the view that rare
this rarity is not clear.

The clinical course of the illness which was,
in most cases, of short duration was consistent
with the frequently (ransient nature of the
discase in childhood (Karpatkin, 1971). All
the paticnts were however, routinely placed
on steroids in order to avoid possible intra-
cerebral haemorrhage which has been reported
to occur frequently in some Nigerian patients,

(Lissien and  Adeloye, 1g72). It is therefore,
dillicult to say how, far the generally good
response in our serics was related o the steroids
therapy. The clinical response llowing steroid
therapy was, often dramatic, and in many
instances antedated a risc in platelet count by
several days. This is in accord with other publi-
shed observations (Baldini, 166). Two patients
however, did not show this dramatic response;
they remained thrombocytopacnic two months
after the steroid therapy. Unfortunately, they
were lost to fellow-up. Although this initial
does preclude  eventual
perhaps two  palicnts  were

poor  response not

remisgsion, these

potential candidates [or splenectomy.
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