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Clinical value of iron metabolism disorder in myelodysplastic syndrome
ZHOU Kaihui
(Department of Clinical Laboratory sBa'nan District Second People’s Hospital ,Chongging 400054 ,China )

Abstract: Objective  To explore the significance of abnormal changes of iron metabolism on the diagnosis and differential diag-
nosis in myelodysplastic syndrome (MDS) so as to provide an important reference for clinical intervention and prognosis. Methods
The clinical baseline data from 115 cases of MDS, 80 cases of aplastic anemia (AA) and 100 subjects undergoing physical examina-
tion in our hospital were retrospectively analyzed. The data of peripheral blood routine indicators and iron metabolism related indica-
tors of serum ferritin(SF) and serum iron(SI) were collected. The pathological morphology was observed by bone marrow tissue ion
staining, cellular chemical iron staining and bone marrow tissue iron staining. And the chromosome karyotypes were also observed.
Results There was statistically significant difference (P<Z0.05) among MDS, AA and healthy subjects in the respects of iron me-
tabolism indexes including SF,SI, unsaturated iron binding force (UIBC) ,total iron binding force (TIBC) .soluble transferrin recep-
tor (sTfR),transferrin saturation (TS) and sideroblasts. Similarity, the MDS patients without accepting red blood cell (RBC)
transfusion had statistically different from those with accepting a small amount of RBC transfusion in the aspects of SI,SF, UIBC,
sTIR, TS and sideroblasts (P<C0. 05). Conclusion The iron metabolism indexes have the advantages of simple and easy operating,
and repeatable testing, which can be regarded as the first choice method for diagnosing iron overload and monitoring the deferriza-
tion therapy and contributes to provide the reliable theory basis for clinical auxiliary diagnosis, condition monitoring and prognosis
evaluation of MDS,
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