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Study on bone marrow dysplasia in chronic benzene poisoning
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(1. Huashan Hogital, Shanghai Medical College, Fudan Universitys Shanghai 200040, China; 2. Division of Human Genet-
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Abstract  Objective To study the feature of bone marrow damage during chronic benzene poisoning. Method The objects were 23
hospitalized benzene poisoning patients 21 were diagnosed as chronic mild benzene poisoning and two were chronic severe benzene poi-
soning their average time of leaving benzene work was 2 7 years; 8 cases were male among them; the average age was (45 517 8)
years. According to the standard questionnaire, the occupational exposure, medications history in nearest 5 years, hematological dis
eases and tumors history, the exposure to benzene and other poisons etc. were investigated. The laboratory examination including woutine
peripheral blood examination. bone marrow routine examination, and bone marrow biopsy: flow cytometry and T cell receptor (TCR)
gene rearrangement analysis. Result The results showed that (1) The blood routine examination showed that among 23 chronic benzene
poisoning patients 6 cases had nomal CBC (complete blood cell count), 14 cases had lymphocytopenia, and the other 17 cases showed
pancylopenia or cytopenia in two lines of hematocytes. Meanwhile, there was some increase of the LGL (laige Granular Lymphocytes
mean= 29. 6%, n=22) in peripheral blood. (2) The bone marrow examination showed that all the 23 patients showed myelodysplasia
in one or two lines hematocytes. The distinguishing features in this kind of bone marow damage included: dyserythopoiesis —eosinophilic
dysplasa, abnomal cytoplasmic granulation of neutwophilic precursors, hematophagocytosis  stromal degeneration and bone marrow hy-
poplasia.  (3) Rearrangemant of TCR (T cell receptor) gene segments (14/ 23), and reduction in the ratio of cp4'/cps’ lympho-
cytes in bone mamow (0 77220 48, n=23). (4) No abnomal chomosome stmucture in the patients was found. Conclusion The re-
sults showed that the manifestations of bone mamwow damage in benzene poisoned patients such as obvious dyserythwpoiesis eosinophilic
dysplasa etc. which were quite different from the common MDS and might exist for years after stopping exposure to benzene.
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