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[Abstract] Objective To observe the expressions of Fas, FasL, TNFR and TNF and the change of
apoptosis of bone marrow mononuclear cells (BMMNCs) in patients with chronic mountain sickness(CMS).
Methods The bone marrow specimens were collected from 35 CMS patients and 20 healthy adults and the
BMMNCs were separated. Apoptosis was observed qualitatively by electron microscopy. The apoptotic index
(Al) of BMMNCs was measured by terminal deoxynucleotidyl transferase-mediated nick end labeling
(TUNEL) technique. Flow cytometry was used to detect expressions of Fas, FasL, TNFR and TNF of BMMNCs.
Results (1)There was apoptosis of BMMNCs in patients with CMS. The Al of BMMNCs in CMS patients was
lower than that in the controls (10.13%=+9.80 % vs. 21.32%+11.97%, P<<0.01). (2) The significant difference
was not found between the two groups in the expression of Fas, FasL, TNFR or TNF. Conclusions The results
showed that apoptosis of BMMNCs was down-regulated in CMS patients, which may play a role in the
accumulation of red blood cells. The mechanism of change of hematopoietic cells apoptosis in CMS patients is
complicated, other apoptotic signal transduction pathways may be involved in it.
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FARME T 16 1] CMS 85 F1 13 45 fi e\ Bl s aliiy 4
3% BMMNCs T 54, —MeRl Lk 1.
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W HxFm4 b, *P<<0.01
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e SxE4E, P<0.01
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P E RN, 435N 100 pl Reagent B, B A
TNF Juik, A FOmABTEXE, % 1~2s HHE
20 min. 4 C#EG 30 min. Fik 3 ml A FHE—IR%,
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