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Fig. 3 The expression of STAT3 in marrow cells induced by
¥-ray irradiation on mice
R: uncarcinomatous control group: T: carcinomatous group; C: the

unirradiated control groupy; B actin: internal control.
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Fig. 4 The expression of P44 /42 MAPK in marrow cells
induced by y- ray irradiation on mice
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Fig. 5 The expression of P44 /42 MAPK and STAT3 in
marrow cells induced by v- ray irradiation on mice
R: uncarcinomatous control group; T: carcinomatous group: C: the
unirradiated control group. * The expression of P44/42 MAPK was
significantly higher in the marrow cell of the carcinomatous group than
in that of the control group { P< 0.05). #** The expression of STAT3
was not different in the three groups (P> 0.05) . ®W: P42 MAPK:

O: P44 MAPK; B; sTATS.
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Fig. 7 Various levels of phospho P44 /42 MAPK in marrow
cells induced by v- ray irradiation on mice

R: uncarcinomatous control group: 7T': carcinomatous group: C: the

unirradiated control groupy; B actin: internal control.
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Fig 8 Various levels of phospho P44 /42 MAPK and phospho

STAT3 in marrow cells induced by v-ray irradiation in mice
R: uncarcinomatous control group; T: carcinomatous group: C: the
unirradiated control group. * The level of phosphe- P44/ 42 MAPK was
significantly higher in the marrow cell of the carcinomatous group than
in that of the control groups { P< 0.05). #*% The levels of phospho
STAT3 were different in the three groups (P> 0.05) . ®:
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The Function of P44/ 42 Mitogenactivated Protein Kinases and Signal
Transducer and Activator of Transcription 3 in Leukemia Marrow Cell
Induced by Y- Ray Irradiation on Mice

. ) . . . .2
FU ZhiChao, CAT JiarMing" ", HAN Ling", WANG FengMei” ,
HUANG Ding-De", HUANG Yue Cheng”, LI BarLong", GAO Jian Guo"
(“qurrnu’m of Radiation Medicine, The Second Military Medical University, Shanghai 200433, China:

3 Department of Histology and Embryology, The Second Military Medical University, Shanghai 200433, China)

Abstract In order to study the possible role of the p44/42 mitogenactivated protein kinases (MAPK) and the
signal transducer and activator of transcription 3 (STAT3) in the cancerization process of leukemia marrow cell
induced by ¥-ray irradiation, the mice were divided into three groups according to the pathological examination:
the carcinomatous group, the uncarcinomatous control group and the unirradiated control group. The level of
phospho-STAT3 were detected by the immunoprecipitation and Western blotting assay, and the change of the
expression of the P44/42 MAPK, phospho-P44/42 MAPK and STAT3 were detected by Western blotting
analysis. The results showed that the levels of P44/42 MAPK and phospho-P44/42 MAPK were significantly
higher in the marrow cell of the carcinomatous group than that in the control groups ( P< 0.05) respectively.
But statistically, there was no difference in the levels of STAT3 and phospho-STAT3 among the three groups
(P> 0.05). All the results suggest that there is a possible involvement of Ras/ P44/ 42 MAPK pathways in the
cancerization process of leukemia cell, while JAK/STAT3 pathway makes no contribution to the process of

radiation carcinogenesis.
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