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Dosimetric study of bone marrow-sparing intensity modulated radiotherapy in cervical cancer treated with definitive radiotherapy”

Wu Lili sLin Zhu s Zhang Jiyong , Xie Wenjia s Zhai Tiantian s Xie Liangxi®
(Department o f Radiation Oncology ,Cancer Hospital Af filiated to Shantou University Medical
College,Shantou,Guangdong 515031,China)

Abstract: Objective To compare bone marrow-sparing intensity-modulated radiotherapy (BMS-IMRT) techniques with three-
dimension conformal radiotherapy(3D-CRT) techniques in cervical cancer treated with definitive whole pelvic radiotherapy,and to
explore its advantage to protect the pelvic bone marrow. Methods Nine patients staged [ A~ [l B cervical cancer were included.
BMS-IMRT plans and 3D-CRT plans were created and compared. Dose constraints of pelvic bone for BMS-IMRT plans including;
V10<<90% ,V20<<76% ,V40<<40%. Results Compared with 3D-CRT plans, BMS-IMRT plans significantly reduced the volume of
pelvic bone at 10 Gy,20 Gy,40 Gy dose levels [ (80. 943.4) % ws. (93.242.7) % ,(64.9+3.9)% wvs. (87.8+3.2)%,(17. 6+
3.5 % wvs. (31.944.1) % ,P<<0. 01, while BMS-IMRT plans significantly reduced the volume of rectum,bowel, bladder at various

dose levels(P<C0. 01). Conclusion BMS-IMRT plans significantly reduced the volume of pelvic bone marrow irradiated compared

with 3D-CRT plans in patients with cervical cancer. In addition, BMS-IMRT did not compromise the sparing of other OARs.

Key words: uterine cervical neoplasms;bone marrow ;intensity-modulated radiotherapy;radiotherapy,conformal
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