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Appendix Figure S1 PCAF inhibitor promotes HR

A. Immunoblot of Ubi-RADS51 in anti-His-Ubi immunoprecipitates from HEK293T cells
transfected with indicated vectors after treatment with 10 pM MG132 for 6 h. Asterisks indicate
heavy chain.

B. Immunoblot (left) and quantification (right) of RADS51 from HeLa cells pretreated with DMSO
and PCAFi at indicated doses (10 uM, 20 uM, 40 uM) for 24 hours. DMSO vs 10 uM (P=0.0005),



DMSO vs 20 uM (P<0.0001), DMSO vs 40 uM (P<0.0001).

C. Immunoblot (left) and quantification (right) of ac-RADS51 in anti-RADS51 immunoprecipitates
from HEK293T cells treated with DMSO, PCAFi (40 uM, 24 h). P=0.0002.

D. RADS1 or Ac-RADS1 proteins were used to preform an EMSA ad indicated.

E. Immunoblot (left) and quantification (right) of YH2AX and RADS51 in HeLa cells transfected
with the indicated vectors and treated with DMSO or ETO (20 uM, 2h). EV vs WT (P=0.0003), EV
vs AHAT (P=0.0218).

F. Representative immunofluorescence images (left) and quantification (right) of RADS1 (red) and
YH2AX (green) foci in HeLa cells pretreated with DMSO and PCAFi (40 uM, 24 h), followed by
ETO exposure (20 uM, 2 h), with cell recovered for 4 h. DNA was stained by DAPI (blue). Scale
bars, 10 um, n=50. X indicated that with the chosen microscopy settings, no signal was obtained.
RADS1, ETO- (P=0.835116), ETO+ (P<0.0001). yYH2AX, ETO— (P=0.760353), ETO+ (£<0.0001).
G. Cell cycle analysis of HeLa cells transfected with PCAF-WT or PCAF-AHAT. EV vs WT, G1
(P=0.000677), S (P=0.001023), G2/M (P=0.011584). EV vs AHAT, Gl (P=0.108788), S
(P=0.899971), G2/M (P=0.145449).

H. Cell survival assay in PCAFi-treated (40 pM, 24 h) HeLa cells in response to different doses of
ETO. 3.3 uM (P=0.000378), 11 uM (P=0.000897), 33 uM (P=0.000981), 100 uM (P=0.069194).
All data are represented as mean + S.D. of three independent experiments. P values are from
student’s t tests (B-C, E, G-H) or Mann-Whitney U-test (F). **P<0.01, ***P<0.001, ns: not
significant.



