4068 FREF 2016 F 10 A% 45 6% 294

E - AR5
NEMNMMEXERS CXCL12 EEESF R EMALENL P RFRIE

& w AT miLRESES
(1. AP EHZELHLRAAZTE, MM 434020;2. B B3 M F ko EE=ER AA 434020
3. EH M TE ARERSR A 434000)

doi:10. 3969/j. issn. 1671-8348. 2016. 29. 012

7’

[(AZE] BHY HRAARMEHAMXEG A CXCLIZ £HFXBEMAELFHRAERZETL, Hik KREAMNTFCER
2004~2014 40 A4 LA A R L AR ERRF RAFAG EE % 18 4], I EEF MR 20 Bl A TR BEFEG L&
¥F i 3% (Western blot) #& M A ST M B 48 % & & (GRP78 .CHOP) % CXCL12 % & (SDF-1) # & ik , i it i# 4 ¢ PCR(RT-PCR) %
M M4 2% F GRP78 mRNA & CXCL12 mRNA #§ & ik, &R 5 abm@Ank, 4 440 & & e £ &+ GRP78.CHOP.CXCLI12
E @ &ix¥ LA, B GRP78 mRNA % CXCL12 mRNA AL ki i, i AR R Z#A4eX & & & CXCL12 f£ 5 & M 4 e 1k
HERERPREZMEN . THRAL THAEMS XL LR,

[EBiR] A &M of 44k s R M % ; GRP78; CHOP; CXCL12

[hES#S] R563.9 [X#Ek#RIREG] A [XEHS] 1671-8348(2016)29-4068-03

Expression and significance of endoplasmic reticulum stress associated protein and
CXCL12 protein in the pathogenesis of idiopathic pulmonary fibrosis
Jin Di' He Li* , Zhang Hai feng®”
(1. Teaching and Research Division of Internal Medicine , Hubei College of Chinese Medicine , Jingzhou, Hubei 434020, China;
2. Department of Respiratory Medicine , Jingzhou Central Hospital , Jingzhou, Hubei 434020 ,China;
3. Department of Respiratory Medicine sthe Second Hospital of Jingzhou,Jingzhou. Hubei 434000 ,China)

[Abstract] Objective To investigate the expression and role of endoplasmic reticulum stress associated protein and CXCL12
protein in the pathogenesis of idiopathic pulmonary fibrosis(IPF). Methods From 2004 to 2014, lung tissues from idiopathic pul-
monary fibrosis patients(n=18) and normal persons(n=20.control) of Jingzhou Central Hospital, were used for detecting the ex-
pression of GRP78,CHOP and CXCL12 protein by Western blot,and used for detecting the expression of GRP78 mRNA and CX-
CL12 mRNA by RT-PCR. Results The expression of GRP78,CHOP and CXCL12 protein was up-regulated in idiopathic pulmona-
ry fibrosis patients,also the expression of GRP78 mRNA and CXCL12 mRNA were higher in patients than normal tissue. Conclu-
sion Endoplasmic reticulum stress related proteins and CXCL12 play an important role in the pathogenesis of idiopathic pulmonary
fibrosis, which may be involved in the occurrence and development of idiopathic pulmonary fibrosis.
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