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Values were determined as paired 2-tailed Student f-test. Data are shown as mean + SD for statistical significance. *P<0.05; **P<0.01.
CFSE, carboxyfluorescein succinimidyl ester.
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(A) Sanger sequencing was performed on
extracted DNA and analyzed via tracking of
INDELSs by decomposition (TIDE) analysis
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