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Fig3. Disruption of MAMs mitigates hypoxia-induced endothelial apoptosis. Cell apoptosis was detected by (A)
AV-FITC FACS analysis in HUVECs. B, Early, late, and total apoptosis were calculated according to the values in
four quadrants. n=3. C, D, The ratio of cleaved to full length PARP (n=4) and the protein level of PCNA (n=4)
were calculated to reflect cell apoptosis and survival in HUVECs. E, Cell injury was reflected by the level of LDH
in HUVEC (n=4) and HPAEC (n =3) culture supernatants. AV-FITC, annexin V-fluorescein isothiocyanate; FACS,
fluorescence-activated cell sorting; PAEC, human pulmonary artery endothelial cell; HUVEC, human umbilical
vein endothelial cell; LDH, lactate dehydrogenase; MAM, mitochondria-associated membrane; PCNA,

proliferating cell nuclear antigen.s *P <.05. **P < .01
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Fig.4. Disruption of MAMs attenuates the hypoxia-induced inflammatory response. A, Representative immunoblot
of phosphorylation of S536 of NF-«kB p65 from three separate experiments. B, mRNA expression of inflammatory
molecules (IL-6, IL-1B, MCP-1 and ICAM-1) in HUVECs. n = 3. C, mRNA expression of inflammatory
molecules (IL-6, IL-1B, MCP-1, ICAM-1, VCAM-1 and E-selectin) in HPAECs. n = 3. D, ICAM-1 was detected
in total lysates of HUVECs and HPAECs. n = 3. E, Protein levels of inflammatory molecules (IL-6) were detected
in HUVEC and HPAEC supernatants. HPAEC, human pulmonary artery endothelial cell; HUVEC, human
umbilical vein endothelial cell; ICAM-1, intercellular adhesion molecule-1; IL, interleukin; MAM,
mitochondria-associated membrane; MCP-1, monocyte chemotactic factor-1; mRNA, messenger RNA; NF-«kB,

nuclear factor-kB. n = 3. *P < .05. **P < .01
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