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Abstract : Type and Quantity of Hemoglobins in HbH Disease after Separation by
Weak-cation Exchange High Performance Liquid Chromatography (HPLC)

Thanusak Tatu*, Patcharapern Lertkham*

Hb H disease is an O-thalassemia caused by compound heterozygosity of ¢i-thalassemia 1 and
O-thalassemia 2, The diagnosis of Hb H disease generally relies on clinical and laboratory informations, particu-
larly hernoglobin identification. At present, several brands of HPLC machine are used to identify types of human
hemoglobin under weak-cation exchange principle HPLC. In this report, we have identified hemoglob_in types in
Hb H disease by using the Primus Variant System 99 (Primus Corporation, Kansas City) under the weak cation-
exchange principle. Hemoglobin patterns from 8 Hb H diseases, previously confirmed by presence of >50% Hb
H inclusion bodies, were analysed. Hb type of AzAH was observed in all blood samples. HbH was eluted first,
followed by Hbﬁ\0 and HbAz, respectively. Hb .ﬁ\2 ievels were markedly low (1.0%-1.4%) and, in some cases,
negligible. Broad range of Hb H levels was observed (4.6%-20.6%). This report has provided information that
could remind the medical technologists in interpreting the hemeglobin pattern for making diagnosis of Hb H

disease which is common in Thailand. Bull Chiang Mai Assoc Med Sci 2006; 39: 2-7.
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