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[ Abstract] Objective To investigate the effect of ionizing radiation (IR) on the expressions of
HMGBI in the radiation-sensitive and radiation-resistant human cervical cancer cells and to analysis the
role of HMGBI1 in the regulation of radiosensitivity. Methods Human cervical cancer cells Hela and its
radioresistant strain Hel.aR cells were irradiated with different doses of X-rays. The cells were collected at
different time points after irradiation. The expressions of protein and mRNA of HMGBI were detected by
Western blot and real-time quantitative PCR. Results At the protein level, the expression of HMGBI in
HeLaR cells was significantly reduced at 6 — 36 h after 2, 5 and 10 Gy X-ray irradiation (¢ =3.574 -
9.754, P<0.05), and then it was recovered to the control level at 48 h after IR. On the contrary, the
expression of HMGBI in HeLa cells was significantly increased at 6, 12, 48 h after 2 Gy IR (1 =3.945 -
4.864, P<0.05), at6, 36, 48 h after 5 Gy IR (1= -2.875-3.295, P<0.05), and at 36, 48 h after
10 Gy IR (1= -4.480, —-4.517, P<0.05). At mRNA level, the trend of HMGBI expression alteration
was consistent with that of protein expression. Conclusions The changes of HMGBI expression can be
differently induced by X-rays in the human cervical cancer radiation-sensitivity cells and radiation-resistant
cells. HMGB1 may be involved in the radioresistance of human cervical cancer.
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Figure 1  Survival curves of Hela and HeLaR cells
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Figure 2 Protein levels of HMGBI in HeLa( A)and HeLaR(B) cell after different doses of X-ray irradiation
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Figure 3 Temporal expression of HMGBI protein in Hel.a( A) and HelLaR(B) cell after radiation



P AU BE 2R S W 2 2016 4E 7 J145 36 %5 7 1] Chin J Radiol Med Prot, July 2016, Vol. 36,No. 7 - 489 -
TR ERFE®0) o 0.5 2 4 BatERFE®N) o 0.5 2 4

HMGB1| : : Gy

HMGBI1

15 R

10 Gy

HMGBI1
HMGBI1
HMGBI1

B-BLEhE A

B4 ARFEFE X GBS HeLa(A) Al HeLaR (B) 4lif/5 HMGB1 & I #3A 25k
Figure 4 Protein levels of HMGBI in HeLa( A)and HeLaR(B) cell after different doses of X-ray irradiation
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Figure 6 Temporal expression of HMGBI protein in HeLa( A)and HeLaR(B) cell after radiation
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