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Diagnosis and treatment of autoimmune
thrombocytopenia (AITP)
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ITP is an autoimmune disorders characterized by autoantibody production against platelets, an increased platelet destruction and,
Asometimes, an impaired thrombopoiesis. The etiology of AITP is still unknown. However, the disease is frequently associated with
other abnormalities and / or diseases. The true incidence of AITP remains speculative, and may range between 1.9 and 6.4 in children,
and 3-4 per 100.000 in adults per year.

The diagnosis of AITP is largely based on clinical findings including patient’s age, platelet count, clinical course, secondary diseases, and
bleeding symptoms. The majority of affected patients have significant bleeding risks due to low platelet count and may require treatment.
To date, several useful drugs including immunosuppressive drugs, IVIG, anti-D, different monoclonal antibodies, and thrombopoietin-
receptor-agonists for treatment of AITP are available. However, none of these drugs is specific and none of them is invariably tolerable
and effective. Current treatment of AITP is largely based on expert opinions which cannot cover all essential aspects surrounding the
disease and the affected patients. AITP is a heterogeneous autoimmune complex requiring individualized treatment. Most importantly,
tranexamic acid and / or massive platelet transfusion is the most rapidly effective measure for patients who develop life-threatening

bleeding.
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latelets are also involved in
immune defence, angiogenesis,
Thus,
they might be the “offender” rather than

and tumor metastasis.
“offering” in patients with AITP that
seems to be associated with underlying

diseases.

The causative autoantibodies in AITP
remain often undetectable due to the
used techniques and/or due to low
concentration of autoantibodies. The
detection of platelet antibodies may be
improved by using new sensitive methods.
Evidence suggesting that autoantibodies
are always involved in AITP is clearly
reflected by the fact that babies from
AITP women develop thrombocytopenia
independent of detectable or undetectable
autoantibodies. In addition, Fc-mediated
phagocytosis is the main mechanism
leading to the thrombocytopenia in
AITP. Thus, there is no doubt that
autoantibodies are the true “conductor” in
AITP. The debate regarding additional or
alternative pathways including impaired
megakaryopoiesis, abnormal cytokine
profile and/or T cell dysfunction, i. e
defects in regulatory T cells, impaired
apoptosis of T cells, or involvement
of cytotoxic T cells, may represent
underlying abnormalities, which lead to

autoimmunization.

AITP is usually easy to diagnose in almost
all cases, particularly in the absence of
co-morbidities and/or drug ingestion.
To classify or to characterize the AITP
some laboratory screening tests including
direct anti-globulin test, antibody profile
(IgG, 1gG subclasses, IgA, IgM), thyroid
hormones and if indicated some marker

to exclude persisting infections, i. e
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hepatitis C and HIV, or autoimmune

diseases, i.e lupus erythematosus,
hashimoto disease. Though bone marrow
examination is generally recommended
in old patients and/or in the presence
of additional cytopenia, there are no
robust date supporting this view. In my
experience, the vast majority of affected
patients are unnecessary harmed and still
to be harmed, particularly when rough

biopsies are done.

The classical picture of AITP is reflected
by bleeding symptoms due to low
platelet counts. However, many patients
may only have mild thrombocytopenia
without recognizable bleeding and do not
require treatment without happenings
associated with bleeding risks, i.e surgical
intervention. On the other hand, some
patients may have presumably safe
platelet counts (30.000 - 50.000 /ul)
but uncompensated hemostasis and/or
impaired quality of life due to fatigue,
which is frequently, correlated with low
platelet counts in AITP. Most importantly,
some patients may develop significant or
even life threatening bleeding and there is
yet no available drug which is invariably
effective, or which may immediately
correct platelet count and thereby stop
bleeding. Current treatment for AITP is
based on expert opinion and none of the
published recommendations including
guidelines can cover all essential aspects
or be used as fixed rules. Thus, a
treatment has to be individualized on the
basis of symptoms, bleeding risks, age,
sex, comorbidity, compliance, and patient
preference. The classification in first,
second, and third line therapy cannot be
applied in many instances and may result

in catastrophic sequence. For example,

steroids cannot be used as first line therapy
in many instances including insufficiently

controlled diabetes, hypertension,

osteoporosis, and adiposity. Though

the drugs rituximab (anti-CD20), and
thrombopoietin receptor agonists (TPO-
RA) romiplostim and eltrombopag have
been shown to be helpful in management
of AITP, they appear to be less effective
than has been suggested. In addition, they
may cause severe adverse reactions. Thus,
the need for better alternatives remains

evident.

It is also worthy mentioning that the
decision not to treat or to treat, and how to
treat patients may often be influenced by
multiple non medical factors, particularly
costs, reimbursement of costs and, most

importantly, impact of manufactures.
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