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[Abstract ]| Objective To investigate the correlations of levels of helper T lymphocyte 1 (Thl) and
CD8" T lymphocytes with clinical efficacy in patients with chronic myeloid leukemia (CML). Methods Pa-
tients diagnosed with CML in Sichuan Provincial People's Hospital from February to December 2018 were se-
lected. The Thl proportion (Th1/CD4" T) and CD8" T lymphocyte proportion (CD8" T/Lymphocyte) in pe-
ripheral blood were detected by Flow cytometry,and the corresponding remission status at the time of detec-
tion were evaluated. The data were statistically analyzed in different groups. Results The Thl level in
70.00% of the patients in newly-diagnosed group (n=10),15. 38% of the patients in complete cytogenetic re-
sponse (CCyR) group (n=13) and 15. 15% of the patients in molecular response 4. 5 (MR4. 5) group (n=
67) were below the lower limit of normal. The low-Thl percentage of the newly-diagnosed group was signifi-
cantly higher than that of the CCyR group and that of the MR4. 5 group.and there were statistically signifi-
cant differences (P=0. 01,0. 00). Additionally, the value of Th1/CD4" T in the newly-diagnosed group was al-
so significantly lower than that in the CCyR group and that in the MR4. 5 group,and there were statistically
significant differences (P=0.01,0.00). The MR4. 5 rate in the high-Th1l and high-CD8" T group (n=15) was
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significantly higher than that in the high-Thl and not-high-CD8" T group (n=17) ,and there was statistically
significant difference (P=0. 03),while no statistically significant difference was found in the un-remission rate
between the two groups (P=0.74). The MR4. 5 rate in the high-Th1l and high-CD8" T group was also signifi-
cantly higher than that in the low-Thl and high-CD8" T group (n=10), while the un-remission rate in the
high-Thl and high-CD8" T group was significantly lower than that in the low-Thl and high-CD8" T group
(P=0.00,0. 00). Conclusion

significantly higher Thl level compared with the level of patients at newly diagnosis. And those patients whose

The good therapeutic efficacy of patients with CML after treatment shows a

Thl level and CD8" T level are both higher than the upper limit of normal show the higher remission rate and

the deeper remission level.
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