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Studies on expression of Bcl-2 and apoptosis of hematopoietic cells in chronic mountain sickness SUN Min-
min, CUI Sen LI Zhan-quan ,YANG Fa-man , JI Lin-hua ,CHAI Ke-xia ,CHEN Yang-yang. Department of Hematology ,
Affiliated Hospital of Qinghai University ,Xining 810001 ,China
Corresponding author ; CUI Sen , Email ;vernoncui@ hotmail. com

[ Abstract] Objective To observe the level of Bel-2 mRNA and to explore the change of apoptosis of
erythroblasts in patients with chronic mountain sickness (CMS). Methods A total of 16 CMS patients and 16 control
subjects participated in this study . The bone marrow specimens were collected from the subjects and the bone marrow
mononuclear cells (BMMNCs ) were separated for culture of erythroblasts . The apoptotic index ( AI) of cultured bone
marrow erythroblasts were measured by terminal -deoxynucleoitidyl transferase mediated nick end labeling ( TUNEL)
technique. The level of Bcl-2 mRNA in erythroblasts was measured by RT-PCR. Results (1) The Al of erythroblasts
in CMS patients[ (7.35 £3.74) % ]was lower than that in the controls [ (18.10 £8.72)% ] (P <0.001). (2) The
Bel-2 mRNA value (0. 75 £0. 15 ) was higher in CMS patients than that in the controls (0.53 +0. 16 ) (P <0.001 ).
(3)In CMS patients , AT was negatively correlated with Bel 2 (r = —0.707 ,P =0.002 ) ,and there was a negative
correlation between Al and Hb (r = —0.591, P =0.016). However, the significant relationship was not found
between the Hb and Bel-2 mRNA (P >0.05). Conclusion The results show that apoptosis of erythroblasts is
down-regulated in CMS patients ,the Bel-2 family might be related to the change of erythroblasts apoptosis in CMS
patients.
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