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We wish to retract the research paper ‘MHF1-2/CENP-S-X performs distinct

roles in centromere metabolism and genetic recombination’. We have discov-

ered that six of the fission yeast strains used in this study (MCW5895,

MCW5932, MCW6001, MCW6141, MCW6142 and MCW6152) contain a

fml1DC1-603::natMX4 mutation instead of the stated fml1AAA::natMX4 mutation.

When we re-analysed strains with the correct fml1AAA::natMX4 mutation, we

were unable to reproduce these reported observations: an increase in meiotic

crossovers (figure 4d; electronic supplementary material, table S1); a reduction

in RTS1-induced direct repeat recombination (figure 5c); a change in Mhf1-GFP

nuclear localization (figure 6); and an increase in the number and length of

mitotic bridges (figure 7c,d ). Moreover, a fml1AAA::natMX4 strain exhibits

only very modest hypersensitivity to MMS, which is significantly less than

shown in figure 3b. We have also discovered that a fml1DC1-603::natMX4
mutant exhibits a similar hypersensitivity to genotoxins as a fml1D strain,

and not the intermediate level of sensitivity shown in figure 3b. However, we

were able to reproduce the result that a fml1AAA::natMX4 mutant exhibits an

increase in mitotic crossovers (figure 4b) and confirm that a C-terminal frag-

ment of Fml1, containing the AAA mutation, has a weakened interaction

with Mhf1–Mhf2 in vitro (figure 2g). Data from the analysis of the fml1AAA::-

natMX4 mutant were used to support our conclusion that a direct physical

interaction between Fml1 and Mhf1–Mhf2 is needed to promote Fml1’s activi-

ties in DNA repair and recombination. In our recent work, we have been able to

validate this conclusion using a mutation that more severely weakens the inter-

action between Fml1 and Mhf1–Mhf2 than the AAA mutation (Neo J.P.S.,

Wong I.N., Osman F. and Whitby M.C. 2016, unpublished data). We have

also confirmed that the other data in our paper are robust and reproducible

and the central conclusions of the paper remain true. We sincerely apologize

for any inconvenience that publication of the data pertaining to the fml1AAA::-

natMX4 mutant has caused for others.
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