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Abstract Objective: To investigate the incidence and severity of iron overload in 36 patients with myelodys-
plastic syndrome (MDS). Method: The serum ferritin (SF) was measured by electrochemiluminescence immunoas-
say (ECLIA) in 36 patients with MDS. Result:In the 36 patients with MDS, the SF value was 851. 42 (form 360. 75
to 7885.62)ng/ml, 16 patients (44.4%) with SF>>1000 ng/ml. Fourteen patients had a history of blood transfu-
sion,the SF value was 887. 14 (from 360. 75 to 7885. 62)ng/ml,7 cases (50.0%) with SE>>1000 ng/ml. Twenty-
two patients without history of blood transfusion,the SF value was 851. 42(from 459. 87 to 5277. 71)ng/ml.9 ca-
ses (40.9%) with SF>>1000 ng/ml. The amount of blood transfusion in patients with SF<{1000 ng/ml and SF>
1000 ng/ml were 4 U and 36 U (P=0. 024). SF was positively correlated with the total blood transfusion (P =
0. 000). There were significant differences in the SF values among difference ages (P =0. 022). Conclusion: In this
study, 16 patients (44,4 %) are iron overloaded. The occurrence of iron overload is correlated with transfusion, but
9 cases (40.9%) in the patients without history of blood transfusion also occurs iron overload.
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