529 % 45 20 11 hEMREFZZE Vol. 29 No.20
2019 4F 10 A China Journal of Modern Medicine Oct. 2019

DOI: 10.3969/j.issn.1005-8982.2019.20.007
XEHS : 1005-8982 (2019) 20-0039-04

T A A3

ZZiR

Rk AT WERSE S ELPER -

HF4e, md, sk, ks, k2 G, Bk
[MEEARER (FTEAFARER) HENE, ME M 450003]

HE . WA YA B 3045 )6 69 i b B 4m AE A B R A dm L9 A BT BRAX, }ii;%if TiF, 5 F A FEh
20% ~ 30%, BEZARTMED, EREBHFNE, 60% M EEEETKIET 5 30% &F L ARG,
RATRAFEFHEMR A, BAT Xﬂ'ﬁif%ﬂ(é@ FUAH PR B2 T %, 1?5(1%17‘»‘!(%‘ kil £F YA 0 AR
R, AR EH ELNF AR RBERBAT R, AT FRR AN LF YRl T AR AL

KR - MR AR Tme 4’%4&&&[’3% B ; Misf4edb ; fRik

FESES . R7342 SCERARIRED ¢ A

Role of heterogeneous differentiation in radiation-induced
pulmonary fibrosis*

Zi-ting Xiao, Jian Tian, Gai-gai Hua, Yan-yan Zhu, Xing-nan Zhang, Jian-wei Zhou
[Department of Oncology, Henan Provincial People’s Hospital (Henan University People’s Hospital),
Zhengzhou, Henan 450003, China]

Abstract: Pulmonary fibrosis is that lung epithelial cells after injury is replaced by collagen and extracellular
matrix (ECM). This is an irreversible process with only 20% to 30% of 5-year survival rate. It has been reported
in the literature that 60% of lung cancer patients need radiation therapy at different treatment stages, and 30%
of them have lung injury, which may eventually induce fibrosis. At present, there is lack of understanding of the
exact mechanism of fibrosis caused by radiotherapy. This review briefly introduces some advances in radioactive
pulmonary fibrosis research and related research that we are doing to understand the possible mechanisms of
pulmonary fibrosis.
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