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Abstract Objective
leukemia cells K562. Methods
tosis detected by flow cytometry; during NK cell apoptosis, H2AX phosphorylation also detected. Results

T RABTSE o
B LR

Groth A, Kloss S, von Strandmann E P,et al. Mechanisms of tu-
morand viral immune escape from natural killer cell-mediatedsur—
veillance [J] . J Innate Immtm,2011,3(4) : 344 - 54.

Farag S S, Caligiuri M A. Human natural killer cell development
andbiology [J]. Blood Rev,2006,20( 3) : 123 -37.

o BUE T RRZR, SR M 40 2R K562 W) DL S 4h
JE it NK A T L] Bt R R 54 4R) , 2012,32( 9) - 1245
-9.

Zhang Y J, Lu C R, Cao Y, et al. Imatinib induces H2AX phos-
phorylation and apoptosis in chronic myelogenous leukemia cells
invitro via caspase-3/Mstl pathway [J]. Acta Pharmacol Sin,
2012,33(4): 551 -7.

Lu C, Shi, Y,Duan L,et al, MAPKs and Mstl /Caspase-3 path—
ways contribute to H2B phosphorylation during UVB-induced apop—

tosis [J]. Sci China Life Sci,2010,53(6) : 663 - 8.

(6]

(7]

[10]

Carlsten M, Malmberg K J, Ljunggen H G. Natural killer cell medi-
ated lysis of freshly isolated human tumor cells [J]. Int J Cancer,
2009,124(4) : 757 - 62.

Pietra G,Manzini C, Vitale M, et al. Natural killer cells kiU human
melanoma cells with characteristics of cancer stem cells [J]. Int
Immunol ,2009,21(7) : 793 - 801.

Dempsey E C,Newton A C, Mochly-Rosen D, et al. Protein kinaseC
isozymes and the regulation of diverse cell responses [J]. Am J
Physiol Lung Cell Mol Physiol ,2000,279( 3) : 1429 -38.

Chen Y, Tian Q. The role of protein kinase cepsilon in neural sig—
nal transduction and neurogenic diseases [J]. Front Med,2011,5
(1):70 -6.

Minshall R D, Vandenbroucke E E, Holinstat M, et al. Role of pro—
tein kinase czeta in thrombin-induced RhoA activation and interen—
dothelialgap formation of human dermal mierovessel endothelialcell
monolayers [J]. Mierovasc Res,2010,80( 2) : 240 - 9.
BRI S AR BRI R NK 4R AR
B Honh NK-92 4 i 2 G UM o L] b i 2 2 A
2012,28(6) : 507 —11.

Mechanism of H2AX involvement in NK cell apoptosis

induced by leukemia cells in vitro

Qiao Tingting' ,Luo Yuan®, Lu Chengrong’ et al
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To discuss the possible mechanism of H2AX involved in the NK cells apoptosis induced by
NK92 cells cultured in vitro with Fas-activated antibody CH11 ,the NK cells apop—

As the

concentration of CH11 (0, 2.5, 5, 10, 20) pg/ml increased, cell apoptosis was significantly increased in a dose—

dependent manner, similarly; suggested that CH11 induced apoptosis of NK cells in a dose-dependent manner; Ad-

ditionally, the phosphorylation level of H2AX also increased gradually with the concentration of CH11 (0, 5, 10,

40, 80 pg/ml) , and in a dose dependent manner, disclosed that phosphorylation of H2AX involved in the apopto—

kemic cells.
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Conclusion Phosphorylation of H2AX participates in the process of apoptosis of NK-92 cells induced by leu—

H2AX phosphorylation; flow cytometry; leukemia



