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Effects of Angiotensin 1-7 on proliferation and apoptosis of hemangioma-derived endothelial cells in vifro. WEI
Yin ', WU Ze—yong’, HUANG Hai~hua’, PENG Zhi’. 1. Department of Plastic Surgery, Tianjin Hospital, Tianjin 300211,
CHINA; 2. Department of Plastic Surgery, the Affiliated Hospital of Guangdong Medical University, Zhanjiang 524000,
Guangdong, CHINA

[Abstract] Objective To investigate the effects of Angiotensin 1-7 (Ang1-7) on proliferation and apopto-
sis of hemangioma-derived endothelial cells (Hem ECs) and the mRNA expression of Mas receptor in Hem ECs.
Methods Three infantile hemangioma tissue blocks were collected from Department of Plastic Surgery, the Affiliat-
ed Hospital of Guangdong Medical University from 2016 to 2017, which were resected by surgery and diagnosed as pro-
liferative stage clinically and pathologically. Cells were obtained through the tissue explants adherent method and identi-
fied by immunocytochemical staining of anti-factor VIl and morphology as Hem ECs, and then the expression of Mas re-
ceptor protein and the mRNA in Hem ECs were examined by Western blot and qRT-PCR, . The effect of different con-
centrations of Angl-7 on the proliferation of Hem ECs was determined by MTT, and the expression of MAS receptor
mRNA was detected by qRT-PCR. Annexin V-FITC/PI double staining flow cytometry was used to observe the apopto-
sis of Hem ECs at 24 and 48 hour under the treatment of Angl-7. Results Hem ECs were successfully cultured and
identified by immunocytochemical staining of anti-factor VIl. qRT-PCR and western blot results showed that there were
Mas receptor mRNA and protein expression in Hem ECs, and the expression level was significantly higher than those in
human umbilical vein endothelial cells (HUVEC), with statistically significant difference (P<0.05). When the drug con-
centration was greater than 1 pumol/L, Angl-7 inhibited the proliferation of Hem ECs with dependence of concentration
and time and up-regulated Mas receptor mRNA expression (P<0.05). The apoptosis rate of Hem ECs was (0.79+0.13)%
at 24 h and (1.48+0.18)% at 48 h under the treatment of Angl-7. The apoptosis rate of Hem ECs was significantly in-
creased at 48 h by the treatment of Angl1-7 (P<0.05). Conclusion There were Mas receptor protein and mRNA expres-
sion in Hem ECs. Angl-7 inhibited cell proliferation of Hem ECs and promoted their apoptosis. Angl-7 might signifi-
cantly up-regulate the expression of Mas receptor mRNA in Hem ECs.
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