BRERIKFFIR 2018 ££4 43 55 10 35 ( Journal of Chongqing Medical University 2018.Vol.43 No.10 ) — 1299 —

BU 5
T RN H3K79me2,3 245 47 2250 SO0 R WA

/fEI/f/T{%’ﬁk ﬁ;?%—"j‘,? m’ﬁ ’%%—E,Xl&ﬁég
(FEPREERL KM B 58 ey R, K 400016)

DOLI:10.13406/j.cnki.cyxh.001763

(3 ZE)BH. N TIFRAEN 358 79 Mol iz — R0 = H 51k (H3K79me2 , 3) K F-1E B AR ANAE AT 22 5S40 i AR 1k K
MG 22y SRR, T3k R A0 R [R5 Ak i AR B AR AN U208 764 225 24w i 131 H o 2243 240145
B H3K79me2,3 7K1 284k I FRE AR 7] EPZ5676 Hlifil H3K79 H AL K-, H] Western blot MG Al 5 GOG AL SR £R
KM A 2250 SR ISR . 4558 701 PR AN U208 HY H3K79me2 , 3 K FAEA 2253 ZUWRT I T B, JERt5 40 i A
225734 | H3K79me2 , 3 7K T2 Wi , foff FHAM il 700 30— 20 BEAICHAE AT 2243 S8 0 /K SP- A il LB J5 i B0, X 2243 240 v
WIEJE I AL AR R AN B E 2 | R GH o 2 € LA 3 B 5 U R ) LRI 1S 55 ((P=4.99, P=0.026) . £5if : H3K79me2,3 /K
ST ARG 225y ST P IREAI , B AN R A 2253 240 T | 3 AR AR TE ] B S50 PR UEL IR Y o LA TE B 3 15 (9 AF 56 18
AR,

[ <4818 |H3K79me2, 3 ; B PR s A7 2270 %40
[HEHES]R34

[ CHEkFRERD A [¥#s BEA ]2018-01-18

Investigation of the role of H3K79me2,3 on mitotic progression

in osteosarcoma cells
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(Department of Orthopedics ,The Second Alffiliated Hospital of Chongqing Medical University)
[ Abstract ]Objective . To determine the H3K79me2,3 level in osteosarcoma cells during mitosis and to investigate its potential influence
on mitotic progression. Methods : Western blot was used to detect the H3K79me2,3 level in osteosarcoma cells after mitotic synchro—
nization. Time—-lapse imaging was performed with a laser confocal fluorescence microscope to monitor the mitotic progression of U20S
cells with or without inhibitor EPZ5676. Results ;: The H3K79me2, 3 level in osteosarcoma cells declined in the prometaphase and then
increased gradually with mitosis exit. Depletion of H3K79me2,3 and the following increase caused an increase in the percentage of
chromosome missegregation, with no significant effect on the kinetics of mitosis exit(y*=4.99,P=0.026). Conclusion ; The H3K79me2,
3 level shows variations during mitosis in osteosarcoma cells and is related to the regulation of chromosome segregation.
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B DMEM 15 5% 3 MEM 5533 5 0.25% 2 (1 B Il T Hy-
clone 23 H] , — 4§ H3K79me2 . H3K79me3 F CST /A H] ; —t
Cde27 (SC-13154) Cyclin B1(SC-752) .Cyclin A (SC-751) .
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T Santa Cruz A ) ; —PU AR EEFRIC I 2EHT/N B 1eG (ZB-
2305) LA B BAR B IC 1L 2Pt TG (ZB-2301) , lFb ot v
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TR FERAT, B0 10 min (8 (A 078 M, BN B
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JIEE B FAH RN PO (1:5 000) ZIRIFE 1 h J&5 TBST e
W 3 R BRR S ming ] ECL Ak &5 i 40 i sk
1.5 CCK-8 &b fm o3 74

O A K B U208 1L 3EFD T 96 fLAR , Ab AT i A
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FH 60 f5HBE Y Leica SPS XU B3 0 I 58 45 A BE ot
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Fisf i) H3K79me2 H3K79me3
0.0h 0.51 +0.04 0.65 + 0.05
0.5h 0.57 +0.03 0.57 +0.03
1.0h 0.53 +0.01 0.59 0.01
15h 0.62 +0.03 0.86 + 0.04
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25h 1.10 +0.08 1.07 +0.08
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P 0.073
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TRAE ALETSAS BB, 75 AT 2253 24 b s 5 | S A Ik
Yo, BRES TR0 B B AR S AL H AT 7 oE— 25 0
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