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Clinical research on flow cytometry technique for monitoring minimal residual disease in acute leukemia
JIANG Limei \MA Hui LI Ling ,BAI Xiaochuan®
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Yinchuan , Ningzxia 750004 ,China)

[Abstract| Objective To research the clinical significance of dynamically monitoring minimal residual
disease(MRD) in acute leukemia by flow cytometry (FCM) for judging non-M3 recurrence, prognosis and
guiding the individualized treatment in the patients with adult acute leukemia (AL). Methods The data in 76
cases of AL in this hospital were collected. With 1 X 10" * as the MRD threshold, the MRD detection results,
recurrence rate and survival status at 3,6,12 months and 12 months later after complete remission (CR) in the
patients with acute myelocytic leukemia (AML) and acute lymphocytic leukemia (ALL) were statistically ana-
lyzed. Results In 57 cases of AML,the recurrence rate at 3 months after initial remission and 12 months later
in the MRD positive group was significantly higher than that in the MRD negative group (P<C0. 05) ;the re-
currence rate at 12 months after CR had no significant difference between the two groups(P=0. 586) ;in the
four stages,the difference between MRD negative and positive median recurrence-free survival(RFS) had sta-
tistical significance. In 19 cases of ALL,the recurrence rate at 12 months after initial remission and 12 months
later in the MRD positive group was significantly higher than that in the MRD negative group (P<C0. 05) ;the
recurrence rate at 3,6 months after CR had no statistically significant difference between the two groups(P>
0. 05) ;the median RFS in the four stages had statistical difference between the MRD negative and MRD posi-
tive (P<C0. 05). Conclusion Dynamically monitoring MRD after CR can predict the recurrence and prognosis
in the adult patients with AL, which can provide a basis for individualized treatment in clinic.
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