B SN BESE 2012 4F 10 H 55 29 %555 10 4] J Environ Occup Med, Oct. 2012 Vol.29 No.10 - 629 -

XEHES : 1006-3617(2012)10-0629-03 FE SRS R114

XEAARAERD : A

[ SETGHEE )

(Vs Bl R 5 2 BN Al b 1 i s e £ Fy s

jﬂ:é‘l%l,h’ ﬁﬁ_f%iizh’ %%EX—L%’ };3_]:}&2})’ 2%3%2})’ %’7%5:2%:

WE. [ A6 ] HIiHREEMORE S % M EE(DOX ) B A F 4k & m HL-60 48 AR G Be . [ ik ]
H HL-60 40 i R AL 20 x¢ B8 41, B A0 4 . 345 DOX 41 A Bk & 41 (0% +DOX ) B 40K 41 An Bk & 4140 20 T 12 pW/em?
WOR BB A, 1h/d, #4488 3d, MBHAMELEDOX AE TH -3, (BEF4 TR, %4 K00 4T #4 DOX 4 5n
BX A DURE 7 0.125mg/L By DOX., I 45 & TR MM ah Mg 45 & % & - R 5 B K K & / 8 7 %€ ( Annexin V-FITC/PI ) 1
MampBAT R, RRAENANEEEEE RN ESCa™RE, [4R] SABE4ML, 24 DOX AH T KW
B (P<0.05); LA EERHETHE(P<0.05); MAIFSE Ca® E AR FE (P<0.05), &5 #4 DOX 447, H
AUBTERLEM(P<0.05); ZAEEEMH T AT (P<0.05); #HECa™ REHEBRMK(P<0.05), [£k]
22 900 MHz . 12 pW/em® {1 58 & #3518 41 68 4% 91 2 9 4% DOX 5] 22 By 48 J 45147 o

KR Mok, R EL; AT; KRR 55T

Low Intensity Microwave Pre-exposure Alleviates Damages to HL-60 Cells Induced by Doxorubicin
Hydrochloride LIU Yun-ying"*, JIN Zong-da®™, JIANG Bing-cheng®, ZHOU Zhen™, TONG Jian™, CAO Yi*
(1.Pathological Department, Zhejiang Cancer Hospital, Hangzhou, Zhejiang 310022, China; 2.a.School of
Radiation Medicine and Protection, Jiangsu Province Key Laboratory of Radiation Medicine and Protection,
b.School of Public Health, Medical College of Soochow University, Suzhou, Jiangsu 215123, China). Address
correspondence to CAO Yi, E-mail: yicao@suda.edu.cn + The authors declare they have no actual or
potential competing financial interests.

Abstract: [ Objective ] To explore the protective effects of low intensity microwave on doxorubicin hydrochloride (DOX)
induced damages in HL-60 cells. [ Methods | HIL-60 cells were randomly divided into control, microwave alone, DOX alone, and
combined exposure groups. The microwave alone and the combined exposure groups were exposed to 12 pW/cm?* microwaves, 1 hour
per day for 3 days. The cells in the control and the DOX alone groups were placed in the same condition, but without microwave
radiation. The combined exposure and the DOX alone groups were subsequently exposed to DOX at the concentration of 0.125 mg/L
on the 4th day. Apoptosis was detected with Annexin V-FITC/PI double staining. Mitochondrial membrane potential (MMP) and
intracellular Ca®* concentrations were determined by flow cytometry. [ Results ] Compared with the control group, the apoptosis
rate and Ca** concentration of the DOX alone group significantly increased (P <0.05), while the MMP statistically decreased (P <
0.05). Compared with the DOX alone group, the apoptosis rate and Ca®* concentration of the combined exposure group significantly
decreased (P <0.05), while the MMP statistically increased (P <0.05). [ Conclusion ] Under this experimental condition, pre-
exposure with 12 uW/ecm? 900 MHz microwaves could significantly alleviate DOX-induced damages to HL-60 cells.
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