534 A5 8 ¥O= K BE R ¥ ¥ OMR Vol. 34, No. 8
758 2012 4E4 A 30 H J Third Mil Med Univ Apr. 30 2012
s A
'Lb %- SCTEG S 1000-5404 (2012 )08-0758-03

IR R X UST Bt Jon 988 st St S5 i 208 e JE) A 93 7 B =2 i

BHRL,H B AR B K, R TR, R

[fHE]

B,m &

(450052 FMI, HBIN K225 — B B2 Be o B

HIty RS K (bortezomib , BTZ) X U 697 UBT i 576 A SRS AELJRA 1) H8 S0 11 P 60 24 e Jo 388 A 1

SN, itk SRR UST IEBURMBIAL, TR MR RBENL A 4 4125 4L C) MR (RT) (B K 4 (BTZ) Al

He& 241 (BTZ + RT) ,#R 4

8 MeV-B L IRSHAYT , KA 4L 7R IRGT R Al b 23 0| 22 IR I 1 5 BTZ, 5% 0 4L 40, PR B v S g

20 A0 BRI A AR e AR K SR E] (TGD) (S B S b (SER) |, I L 545 4R BRUCF 3 A AT H] . 852k BTZ + RT
LR 46. 5% A F RT 4010 31.5% (F =25.6,P <0.01) ;BTZ + RT 41 A= K #E3R AffE] ( TGD) £ F RT 41(59 d vs 38 d,
P <0.01) ,BTZ + RT i B B0F7 (0 OB ME 3 150 1. 44 1% RT B4 1 F BTZ )5, G,/ G, 40 L 46 F I (79. 9% s 66. 0%,
P <0.01),G,/M HI4HAf LE 1] i 2542055 (3. 2% ws 16.4% ,P <0.01) ;BTZ BiG RT X /N RAE B LA 8K BE . 8518

BTZ X§ 3G T7 UST e B EL AT WY S (¥ 3 SO 0T, B 5 5800 6 TOOSH B 3 2 M. G/ G ST R BHLI , 3205 G,/ M %Héﬁiﬂ@tl:

{91, AT /N B AF IR D

[ ] BRI PR s R AAOK s BB YT s U L
[hEESES]  R730.23;R730.264;R730. 55

[ XHtiRED] A

Effect of bortezomib on radiosensitivity of U87 glioma and distribution of cell cycle

Fan Ruitai, Hu Yong, Liu Junqi, Zhang Jingjing, Chen Yucheng, Song Rui, Gu Hao (Department of Radiotherapy, First
Affiliated Hospital of Zhengzhou University, Zhengzhou, Henan Province, 450052, China)

[ Abstract |
distribution of cell cycle. Methods A nude mouse U87 glioma model was established. The nude mice were

Objective To study the effect of bortezomib (BTZ) on radiosensitivity of U87 glioma and

randomly divided into control group, irradiation group, BTZ group, and irradiation + BTZ group. After treat-
ment with 8MeV -3 irradiation, mice in irradiation + BTZ group were treated with BTZ by intraperitoneal injec-
tion. U87 glioma tissue was isolated and weighed. U87 glioma-inhibiting rate was calculated. Distribution of
cell cycle, tumor growth delay (TGD) time, and sensitizing enhancement ratio (SER) were detected. The av-
erage survival time of nude mice in different groups was compared. Results The U87 glioma-inhibiting rate
was significantly higher and the TGD time was significantly longer in irradiation + BTZ group than in irradiation
group (46.5% vs 31.5% , 59 d vs 38 d,P <0.01). The sensitivity of radiotherapy was increased 1. 44-fold
when irradiation was combined with BTZ treatment. The proportion of tumor cells at the G,/ G, phase was signif-
icantly lower than that of those at the G,/M phase after irradiation and BTZ treatment than before irradiation and
BTZ treatment (79.9% vs 66.0% , 3.2% vs 16.4% , P <0.05). The survival time of nude mice was longer
after irradiation and BTZ treatment. Conclusion BTZ can significantly up-regulate the radiosensitivity of U87
glioma, effectively reverse the irradiation-induced retardation of tumor cells at the G,/G, phase, increase the
proportion of tumor cells at the G,/M phase, and prolong the survival time of tumor-bearing mice.
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