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Supplementary Figure S1. Depletion of NBS1/MRE11
inhibits the growth of CCL75.1 cells. (A) shRNAs for
NBS1 and MRE11 reduce the levels of NBS1 and MRE11 in
ALT cells. CCL75.1 cells were infected with lentiviruses for
the conditional expression of shRNAs for NBS1 and MRE11
or GFP and cultured for 3, 7 or 10 days in the presence of 1.0
mg/ml DOX. The level of NBS1 and MRE11 were analyzed by
Western blotting with antibodies against NBS1 and MRE11
antibodies. Antibody against tubulin was used as a loading
control. We estimated that shRNAs against MRE11/NBS1
reduce the levels of MRE11l and NBS1 more than 90%
compared to shGFP control. (B) Cell growth analysis of
CCL75.1 expressing shRNAs for NBS1 and MRE11. CCL75.1
cells infected with lentiviruses for the conditional expression
of shRNAs against the indicated proteins were cultured for 5
days in media containing Geneticin and hygromycin and
growth rates were measured by counting the cells every 2
days after the addition of 1.0 mg/ml DOX. Cells were seeded
at a low density, and the medium was changed every 2 days.
Values represent the mean * the standard deviation of three
experiments (n= 3). (C) Detection of SA-B-gal activity.
CCL75.1 cells expressing shRNAs for NBS1/MRE11 or GFP
were cultured for 12 days after DOX induction, fixed, and
stained. The SA-Bgal-positive cells among 500 cells were
counted. Values are the mean % the standard deviation of
three independent experiments (n= 3) carried out in
duplicate.
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MRE11 were analyzed by Western blotting with antibodies
against NBS1 and MRE11 (supplementary Figure S1 and (B)). — 23 3
Antibody against tubulin was used as a loading control. DNA, — 20 5
isolated from (a) CCL75.1 cells and (B) SAOS2 cells cultured for ¥
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Supplementary Figure S4. Depletion of Ku70/80 does not influence telomere length in Saos2 cells.
(A) Saos2 cells expressing shRNAs for Ku70/80 or GFP were harvested 7 or 10 days after the addition of DOX to
the media. Equal amounts of genomic DNA digested with Hinfl and Rsal were separated by electrophoresis on a
0.8% agarose gel and analyzed by Southern blotting with a radiolabeled (CCCTAA), probe. (B) Soas2 cells
expressing shRNAs for Ku70/80 or GFP were harvested 7 or 10 days after the addition of DOX to the media.
Equal amounts of genomic DNA digested with Hinfl and Rsal were separated by electrophoresis on a 0.8%
agarose gel, which was dried and then hybridized with a telomeric (CCCTAA), probe under native conditions.
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