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Supplementary Fig. S1 Difference of blood phenotypes between NHs and ANs in high altitude.
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Supplementary Fig. S9 (A) Regional scatter plots of eQTLs for EXOC8 (top) and GWAS for HAA
(bottom) in a 300-kb region centered on rs116912442. (B) Fine mapping TWAS results for HAA.

(C) Core PPI network of EXOCS8. (D) Histogram analysis of erythroid differentiation in different K562
cell groups. The percentage of the CD235a+/CD71+ populations with or without heminand Ara-C
treatment is indicated in vertical axis. Results represent the mean+SD from three independent exper-
iments (P < 0.05). (E) The gating strategy of flow cytometry for the analysis of erythroid differentiation
in K562 cells. The gating strategy was as follows: Live cells were first gated on FSC/SSC.Then the
single cells were gated using SSC-A/SSC-H. The cell populations were then analysed using the
CD235a+/CD71+ gate clustering method for the assessment of the erythroid differentiation.

(F) Uncropped and unedited western blot images for EXOC8 knockout validation.
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Supplementary Fig. S13 Correlation heatmap between 23 differential phenotypes and

genes from 4 modules.
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