(PBFZAESR L) 2014F5E24555310
170 CHINA ONCOLOGY 2014 Vol.24 No.3

1A R BRAB AT 6 7 ST EE M ) R
A% LI K B IHOR 8 76

BIE' BIIN® BiR° ARS8 E83' SHW TNER®

1y M o BEBE R R, TdE 7 061000
2.3 MO EBEEDTRE, L 7 061000

(FE] BT=S5BM: WP R ae A &l om s o o (ot , (AR RS ARG 2. AR50
PRT 0 ) FE Je 3ob N 45 P 8 /s 8088 A0 0 SRk (R e, R R B R R ML . R &L
colon26%k 7 R AR LAY, K532 HU/NRBENL 2 Xt MR AL saliyb IR el (T4 s saligor 4l (R4 s ¥
FIRE G +T307 20 (T+RAL) s AVRIT B RTIT 46, FR B Mg AR, el B 2R 4 il 28, v 97 285 A ) i i e
R, TR AR, AR/ RS R RR A, SR G g A AR I e 5 2H i R 2H 2R B il A 5 (microvessel
density, MVD). ZER: BT HE22K, XA, T4, RALAIT+RALFE RV ERFIS 54 (4. 97+1. 20) em®s
(2.90+0.92) cm’, (2. 660. 88) cm’Fl (1. 89+0. 76) cm’; BB A= KM 43 B 41, % 46. 5%F161. 9%,
T+RZE B 1l 8 #1988 26 W B T o th %4 (P<<0. 05) 5 HRALELE, T+RALMIBS R 2. 27; WHIE
Yk B OO YA T % S5 35 P B BT 4 ZAMVDZE il THRALI-FIMVD R AL R % 7 46. 8%, FREFZEEM W@
T4H (40. 7%) AR (37. 7%, P<<0.05); HT+RALFRA L LR 2 FIIRIE, IRFE4H A0 & T o6t R4
(P<<0.05) . £5i8: VORIE O] LASE g 4h e /s RO ARLIR 1A O RRURR A, JCATLA) T R 5 10 1) R AL JRT 10078 1190 A2 ol
P

[kim ] WP, BURISEG MO, g

DOI: 10.3969/.issn.1007-3969.2014.03.003

FESES: R7353+5  XEMRER: A XEHS: 1007-3639(2014)03-0170-05

The effect of thalidomide combined with radiation therapy on growth and radiosensization on
xenograft tumor of colonic carcinoma ZHAO Jin', HAN Li-jie’, ZHAO Yue®, DU Juan’, WANG Ming’,
GAO Ya-li’, LI Xing-de” (1.Department of Medical Oncology, Cangzhou Central Hospital, Cangzhou Hebei
061000, China; 2.Department of Radiation Oncology, Cangzhou Central Hospital, Cangzhou Hebei 061000,
China)
Correspondence to: LI Xing-de E-mail: lixingde@126.com

[ Abstract] Background and purpose: Thalidomide can enhance the radiation sensitivity on tumor effectively,
but the mechanism of radiosensitization is still unclear. The present study aimed to investigate whether thalidomide
could enhance the radiation sensitivity on colon cancer transplanted tumor of mouse, and to investigate the underlying
mechanism. Methods: We established the model of colon26 colonic carcinoma, and the mice were divided into 4
groups: Control group, the thalidomide group, the radiotherapy group and thalidomide+tradiotherapy group. From the
day of treatment, tumors were measured every other day. Then, the xenograft tumor growth curve was depicted. Tumor
volumes were measured in different treatment groups, then, the inhibitory rates of tumor growth were calcutated. Using
immunohistochemical method in to detect the expression of microvessel density (MVD) in tumor tissue. Results: The
mean tumor volumes at day 22 were (4.97£1.20)cm’ (control group), (2.90£0.92)cm’ (T group), (2.66+0.88)cm’ (R
group), and (1.89+0.76)cm’ (T+R group). The tumor inhibition rate in the combination group (61.9%) was significantly
higher than the other groups (41.7%, 46.5%, P<0.05). The radiotherapy sensitization enhancement ratio of the
combined treatment group was 2.27 times than in the radiotherapy group. Thalidomide combined with radiation therapy

can significantly inhibit microvessel density of tumor: The decreasing MVD of T+R group, T group and R group
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were respectively 46.8%, 40.7% and 37.7%, and there was statistical significance between T+R group and T group

(P<0.05 ), so as between T+R group and R group. It could be found more necrotic cells in tumor of group, and there

was statistical significance between T+R group and control group (P<0.05). Conclusion: Thalidomide can enhance the

radiosensitivity mice of colonic carcinoma, and its mechanism may be related to the inhibition of tumor angiogenesis

related.
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Fig.1 The growth curve of xenograft in each group
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Tab.1 Tumor volumes and inhibitory rate of tumor growth in

different groups

Inhibitory rate of

Group Tumor volumes/cm’ tumor growth/%
Control 4.97+1.20 -
Thalidomide 2.90+0.92 41.7
Radiation 2.66+0.88 46.5

T+R 1.89+0.76 61.9
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Fig.2 Morphological features of tumor tissue by microscope
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A:Control group; B: Thalidomide group; C: Radiation group; D: Thalidomide+radiation group.
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Fig.3 The expression of MVD in each group
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A: Control group; B: Thalidomide group; C: Radiation group; D: Thalidomide+ radiation group.
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Tab.2 The MVD and necrosis cells in different groups

(x£s)
Group MVD Necrosis cells
Control 36.57+10.24 46.78+9.44
Radiation 22.76+10.98 59.66+6.77
Thalidomide 21.67+9.30 60.92+5.11
T+R 19.47+10.60 63.45+6.24
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