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Effects of flow cytometry in bone marrow involvement of non-Hodgkin's lymphoma at initial diagnosis”
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Abstract: Objective To research the value of flow cytometry (FCM) to examine bone marrow involvement (BMI) of non-
Hodgkin's lymphoma(NHL). Methods Combined examination of BMA,BMB and FCM was used to detect the BMI of NHL. Bone
marrow smears were stained by Wright -Giemsa and tumor cells of NHL were differentially counted under optical microscope. BMB
tissue was embedded in plastic. Sections were routinely stained with HGF. 10,000 cells were tested on each sample by FCM. Detec-
tion scheme included designing CD45/SSC doors and analyzing importantly the group of immature-cell and mature lymphocyte. The
five-parameter analysis including FSC, SSC, McAbl-FITC, McAb2-PE,CD45-Percp were used to determine the immunopheno-
type. Results 12 cases of NHL-BMI were diagnosed by BMA(70. 6% ) ,15 cases by BMB(88. 2%) and 17 cases by FCM(100%) in
all 17 cases at initial diagnosis. The rate of diagnosis of FCM was higher than BMA and BMB, obviously different with BMA (P<C
0.05) and not different with BMB(P>>0. 05). Many involvement types of NHL-BMI were found in BMB., which the ratio of inter-
stitial type was 23. 5% .nodular type was 23. 5% and diffused type was 52. 9% respectively. FCM result was 13 cases of B-cell lym-
phoma(76.5%)and 4 cases of T cell lymphoma and NK cell lymphoma. Conclusion At initial diagnosis of NHL, examination with
BMA and BMB is a basic method and examination with FCM can provide precise views of the pathological classification further.
Combined examination with BMA,BMB and FCM detecting BMI of NHL could improve the diagnostic accuracy and positive ratio.
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