RMI1 facilitates repair of ionizing radiation-induced DNA
damage and maintenance of genomic stability
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Supplementary Figures
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Figure S1. Silencing of RMI1 compromised the viability of MRCS5 cells. (A) MRCS5 cells were
transfected with the indicated siRNAs or infected with lentiviruses expressing shControl, shRMI1#1,
or shRMI1#2, and analyzed by western blot. (B) MRCS5 cells with RMI1-silencing or not were
exposed to different doses of irradiation and cell viability was measured by CCK-8 assay. (*P <(0.05,

*EP < 0.01, ¥**P < 0.001)



(A) (B) 0oy
80
- WT
>
&© o &N = shControl
& KN & R S 60
& & F % . shRMI
£ 404
[ Jermm  [=  Jervm S
o
=l acn  [memle Atin 7l
o
0-—F T T T T T
0 1 2 3 5
(C) (D) -
2Gy 4Gy
50 254
- WT - WT
c 404 shContral < 204 shContral
2 — shRMI1 2 —— shRMI1
L+ 304 5 154
5 £
% 20 % 104
?’ ’4_4_,,,// %
@ 104 o 54 ./‘-i—_./
Q 7 T T T T T 0
0 1 2 3 4 5 0 1 2 3 4 5
day day
10 5
- WT - - WT
c 8 shContral c 4 shCentrol
2 -+ shRMI1 2 — ShRMIT
5 6 &
h_: =
£ 4 5 2]
8 24 E 14
0 0l—
0 1 2 3 4 5 0 1 2 3 4 5
day day

Figure S2. RMI1 silencing compromised the viability of 293T cell after exposure to IR. (A)
Western blotting of RMI1 in 293T cells infected with lentiviruses expressing shControl, shRMI1-1,
or shRMI1-2. (B-F) The cells (WT, shControl, shRMI1) were exposed to increasing doses of

irradiation and cell viability was determined using Celigo Imaging Cytometer.
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Figure S3. RMII silencing increased chromosomal aberration induced by IR. Representative
image of normal chromosome (A), gap (B), dicentrics (C) and breaks (D). (E) Chromosomal
aberrations in shControl or shRMI1 cells were quantitated. (*P <0.05)
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Figure S4. RMI!I silencing impaired the repair of radiation-induced DNA damage. (A)
Representative images of YH2AX foci in MRCS5 cells treated with siNC or siRMI1. (B)
vyH2AX foci numbers in each cells were quantified. (¥****P < (0.0001).
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Figure S5. Western blot analysis of RADS51 in U20S shControl and shRMI1 cells after
irradiation.
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Figure S6. RMI1 silencing affected DNA damage checkpoint activation. MRCS5 cells
(A) and HeLa cells (B) were harvested at indicated time points after 4 Gy of irradiation and
blotted with the indicated antibodies.



