2014 4¢
2841234

I A - 43k PR O Sk 31 4 ) 2%
J Clin Otorhinolaryngol Head Neck Surg(China)

IS0 AR Hep—2 20 ffd 3% 58 K 0 T~ 19 52 i

W' Fuee’

[(HE] B -HiT RS A 0EE Hep-2 40 M8 7 B T py S e . 77 5% « BT 400 A 14 S 14 i o {1 460 25 558 . i A
MTT i #0455 44 6.12.24,36 h 40 A 49 58 5, o =40 il &% O i A (IR 4E0 4R 5 % %040 6.12.,24.36 h 4
FER TSR, B T I A 4 B T R A () FE R R R W T B R A S R 6.12.24.36 h &t
ATHBETF 24 hZRAGHHEBELP<0.0D, REAHAMBMT-RT 6.12.24 h WHEFLAMP<0. 0D, F36h
B SR (P<0. 05), 5 R SURT {2 3 40 Al 1 78 . L &40 3 57 32 AT ol A () EE < 28 347 18 R . 0 420 B 5 910 o 4 g
PR T AR SR EE B S AT LUE SRS AR IR T

[oe8im] {50 50 08 T s 0fk A o

doi; 10, 13201 /j. issn, 1001-1781., 2014, 12, 011

[hE4HES] R739.65 [XEiE=m] A

Effects of hypoxia on cell proliferation and apoptosis in

human laryngeal cancer Hep-2 cells
HU Yanhong' LI Xiaoming®
(! Department of Otolaryngology Head and Neck Surgery, Tangshan Xiehe Hospital, Tangshan,
063000, China;’Department of Otolaryngology Head and Neck Surgery.Bethune International
Peace Hospital)
Corresponding author: LI Xiaoming,E-mail: xmlmo@126. com
Abstract Objective: To explore the effects of hypoxia on cell proliferation and apoptosis in human laryngeal
cancer Hep-2 cells, Method: This experiment simulates the hypoxia environment of human solid tumor. Apoptosis
rate and proliferation rate were detected by flow eytometry and MTT respectively, Both were measured under both
the hypoxia and normoxia conditions at 6 h. 12 h., 24 h and 36 h. respectively. Result; The prolileration rate
showed a trend of gradual increase under both hypoxia and normoxia conditions. The proliferation rate at 6 h.
12 h. and 36 h respectively were significant different from that at 24 h under both conditions (P<Z0. 01). The ap-
optosis rate in hypoxic group were significant lower that in normoxic group at 6 h.12 h, 24 h. respectively (P<_
0. 01), while the opposite happened at 36 h (P<Z0. 05). Conclusion: Hypoxia can promote cell proliferation, and

cell proliferation rate can be increased gradually with time. Hypoxia can inhibit apoptosis, but persistent hypoxia
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may promote cell apoptosis,
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