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Abstract: Objective To study the expression and clinical significance of Bcl-2,Bcl-xI,Bax mRNA in bone
marrow nucleated erythrocytes of patients with chronic altitude sickness (CMS). Methods The apoptosis rate
of bone marrow nucleated red blood cell CD71" cells was detected by flow cytometry in 26 patients with CMS
(CMS group) and 26 healthy controls (control group). The expression levels of Bcl-2,Bel-x1 and Bax mRNA
were detected by real-time fluorescent quantitative PCR, and the correlation between Bcl-2, Bel-xl and Bax
mRNA and the hemoglobin (Hb) of CMS were analyzed. Results The expression of Bax mRNA in bone mar-
row nucleated red blood cells of CMS group was lower than that of the control group (0.706 7£0.011 5 wvs.
1. 000 6+0. 050 6),the difference was statistically significant (z=13. 866, P <C0. 05); Bcl-xI mRNA expres-
sion in CMS group was lower than that of the control group (0. 858 1£0.272 7 vs. 1.056 0£0. 480 0), the
difference was not statistically significant (1=1. 114, P =0. 338) ; the expression level of Bcl-2 mRNA in CMS
group also decreased compared with the control group (0. 920 540. 145 1 ws. 1. 017 640. 266 6),but the
difference between the two groups was not statistically significant (1 =0. 738, P =0. 427). The apoptosis rate
of bone marrow nucleated red blood cells (CD71" cells) in CMS group was 2. 40%. Compared with the control
group, the apoptotic rate of bone marrow nucleated red blood cells (CD71" cells) was 2. 30% , the difference
between the two groups was not statistically significant (t=0.409,P =0. 686). The apoptosis rate of Hb,nu-

cleated red blood cells and Bax mRNA in CMS patients No significant correlation was found between the two
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groups (P>>0. 05). Conclusion

The expression of Bax mRNA in CMS group is lower than that in control

group,which indicates that apoptosis-promoting genes are down-regulated in nucleated erythrocytes of bone

marrow of CMS patients,suggesting that apoptosis may be involved in the pathogenesis of CMS diseases. No

significant correlation was found between Hb,apoptosis rate of nucleated red cells and Bax mRNA in CMS pa-

tients,suggesting that cell proliferation may play a more important role in the pathogenesis of CMS, The role

of cell apoptosis needs to be further studied by increasing the sample size.
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