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Introduction
Blood disorders are a rare, yet extremely serious, adverse effect of

drug treatment. Outside of the more predictable bone marrow depression
seen with cytotoxic and immunosuppressant agents, drugs in more
common use have also been associated with blood disorders (Stephens,
2004).

Although anecdotal reports of drug-induced blood disorders are
common in the literature, they often have speculative mechanisms and
questionable causality (Medina and George, 2001). The true incidence of
drug-induced blood disorders is therefore difficult to ascertain, but it is
clear that they make a major contribution to the incidence of blood
disorders (Anderson et al., 2004).

Blood diseases cover a wide spectrum of illnesses ranging from
anemia, amongst the most common disorders affecting mankind, to
relatively rare conditions such as congenital coagulation disorders. Drugs
can induce almost the entire spectrum of hematologic disorders affecting
white cells, red cells, platelets and the coagulation system (Mintzer et al.,
2009).

The interaction between a drug and red cell membrane produces a
composite antigenic structure (or neo antigen), provoking two types of
antibodies which mediates drug-induced immune hemolytic anemia
(Murphy et al., 2009).

A rare failure of hemopiotic stem cells disorder, aplastic anemia and
pure red cell aplasia can be associated with administration of antithyroid
drugs as carbimazole or antiepileptic drugs as phenytoin (Brodsky and
Jones, 2005).


