














IDIOPATHIC THROMBOCYTOPENIC PURPURA IN CHILDHOOD 105

both in adults and in newborn babies.” ® In terms of this concept,
the spleen is involved in pathogenesis by removing sensitized platelets
and producing thrombocyte agglutinins in variable amounts.
However in ITP cases in childhood, platelet agglutinins are shown
in only the minority of cases. The survival of platelets in normals
is nine to 11 days® and is markedly decreased in cases of ITP.'°

Preceding upper respiratory infections have some role in the
pathogenesis of ITP. In some large series, 53 to 62 per cent of a
hlstory of this kind of infection was obtained one or two weeks
pnor to the development of thrombocytopenia.’*’ * Although there
are various theories, the precise manner in which infection, presu-
mably bacterial or viral, affects platelets is unknown. In only 36 per
cent of our cases with acute ITP was the preceding history of upper
respiratory system infection obtained.

’ "The patients in whose throats beta hemolytic streptococci were
cultured were given penicillin treatment for ten days.

Because in acute ITP the prognosis is better in the group with
preceding acute infection, this history should be carefully investi-
gated.

Chronic ITP in adults occurs more frequently in females.®
In children, 40 per cent of the chronic ITP cases were reported
in girls by Newton and Zuelzer ™ and 33 per cent of our cases
with. chronic ITP are also girls.

In general, the spleen is not enlarged in ITP. In three of our
cases the spleen was one cm below the left costal margin which
might be seen in ten per cent of children.'*

* .The value of corticosteroids in the treatment of ITP in child-
hood is disputable.’* However, it might decrease the bleeding
tendency in this condition by the capillary effect. Usually we do
not use this treatment more than two weeks. -

In patients who have not responded to corticosteroids or who
do not go into spontaneous remission, use of plasma transfusions
and cytotoxic drugs might be attempted. Although there are a
few reports in favor of plasma transfusions in ITP cases,' ?® in
general- the results are not so good as ours. A megakaryocyte-
stimulating substance in norma! human plasma is shown.” Human
and animal plasma thrombopo1et1c activity seems more obvious in
sple.nectomlzed rats,?” ** although in 12 patients of ours who were
given plasma following splenectomy, no response was observed.
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All seven patients who showed megaloblastoid changes in the
bone marrow examination received folic acid (50-500 mcgr/day
for at least three days) without any reticulocyte or platelet res-
ponse. Thrombocytopenia due to iron deficiency anemia has been
reported.** Altogether 20 patients received oral or parenteral iron
treatment for their accompanying iron deficiency anemia without
any significant changes in platelet counts under the treatment.

Recently some good results were observed with cytotoxie drugs
in the treatment of chronic ITP cases.*® * In one acute ITP case,
a remission was obtained with cyclophosphamide and prednisone -
combination, but this might have been a spontaneous remission.

Although we have not observed any complications, splenectomy
has some potential hazards in childhood such as producing severe
infection and manifesting systemic lupus erythematosus earlier.

Among 25 of our acute ITP patients for whom we have a follow-
up, nine became chronic; from the 12 splenectomized chronic ITP
patients, only seven were cured. These results indicate that one
should be more concerned about the prognosis of ITP.

Summary

From this study we may conclude that the incidence of chronic
thrombocytopenic purpura in childhood is higher than it is thought
to be and that one must be careful in making a prognosis to the
parents on acute and chronic cases of thrombocytopenic purpura.
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