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[ Abstract )Objective . To test that if Beta—Arrestinl could bind with enhancer of Zeste homolog 2(EZH2) in acute lymphoblastic
leukemia(ALL) CCRF-CEM and Raji cells. Methods : The protein levels of Beta—Arrestinl and EZH2 in the leukemia cells were
determined by Western blot. The location of Beta—Arrestinl and EZH2 in the leukemia cells was measured by confocal microscopy.
Co—immunoprecipitation (CO-IP) was examined for the binding of Beta—Arrestinl with EZH2 in leukemia cells. Results.Western
blot results showed that b/Beta—Arrestinl and EZH2 expressed in those three leukemia cells. Confocal data showed the colocaliza—
tion of Beta—Arrestinl and EZH2 in K562,CCRF-CEM and Raji cells. CO-IP assay illustrated that Beta—Arrestinl bind with EZH2
in three leukemia cells. Conclusion ;: Beta—Arrestinl could bind to EZH2 in ALL CCRF-CEM and Raji cells.
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Fig.1 The protein expression of Beta—Arrestin1 and EZH2
in leukemia cells
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Tab.1 Comparison and analysis of the expression and

collocation of Beta—Arrestin1 and EZH2 in leukemia cells (x =5 )
ZH 5] Beta—Arrl ZRAKE EZH2 B AKE vy 4%k

K562 2.857 +0.536 0.753 £ 0.100  131.00 £9.02
CCRF-CEM 1.323 +0.300 0.677 0.115  144.00 £ 12.22
Raji 1.920 + 0.452 0.520+0.120  144.00 = 16.37
F 18 9.255 3.380 1.019
P1E 0.015 0.104 0.416

VE : Beta—Arrestinl 25 [ JK B P 5 HCA, K562 Ft Beta—Arrestinl 614
= F CCRF-CEM, P=0.016, 1fii K562 % Raji, CCRF-CEM 5 Raji 1
Beta—Arrestinl A TG 2422 5, PEHA 510 0.121 55 0.444
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Fig.2 Colocation of Beta—Arrestin1 and EZH2
in leukemia cells
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Fig. 3 Combination of Beta—Arrestin1 and

EZH2 in leukemia cell lines
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