- 1E

BEAERSE el 2017 4E3 A H546 & 453 10

CRF % £ Z {7 DSS i SRR M
2 1 45 TR ) 3 i

¥ W FRMBIE T vk

M E BB U CRF R ZIKZESCI M DSS 455 % b i ik , BT HAE B SOE T b T REME . ik 6 -~8
JE B MEE BALB/ ¢ /I B 43y 1E 8 X JE AL RN 92 36 41, 4t 57 DSS 5 5 19 55 30 P 45 1 R /N BRABETY /N BR EAT DAT 1A 4% 3 24 3T 43
o BB A D /S B B B 40 21 CRFL 32 (KA1 CRF2 3Z {35 . Western blot YL /N U B 41 41 f CRF (CRF1 #1 CRF2 32
Wy Fik, BR  WIEHE B DAL I MAL 23478 DSS A FiE 41 U0 0 W 8, iR Tl . S99 64 I 8 7% CRF1 52
TRAE DSS 4L IE # 1 B LA 2L Fe 3k 25 5 TG 1T 2% 38 L (P >0.05) , T DSS 41 /)y U 6 B 41 21 b CRF2 52 7k 32 35 W] W v % ]
(P <0.05) H EF A bR A0 MR AT 2 50 A0 h . Western blot 35 4 78 CRF1 32 fk7E DSS 21 A il % ) B i 41
LUhRIKZER TG 2EBE L (P >0.05) 17 DSS /NI AL CRF Al CRF2 Z KR B & TXHA (P <0.05), &g

DSS 4 fig 46 450700 &) Bl iy 285 N 46 i 4 20 A 7746 % CRF R CRF2 32 {4 16 42 35 16 135 | 7 350 ol 184 225 1] A 15 i 308 48 0 B A AT 6 o
KR Y ERETRERMKET 4K CRF Z{E

hESFES  R574.62 XuktRiRES A DOI 10.11969/j. issn. 1673-548X.2017.03. 038

CRF and CRF Receptors Expression in DSS Colitis Model in Mice.
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Abstract Objective To detect the expression of CRF and CRF receptors in colonic mucosa of DSS induced colitis in mice model
and to study the effect of CRF and CRF receptors on the development. Methods Six to eight weeks healthy female BALB/c mice were
divided into control group and DSS group. Setting up DSS colitis model and colitis was evaluated by the disease activity index( DAI) and
histological score. The immunofluorescence technique was used to assay the CRF1 and CRF2 receptors expression in colonic mucosa. The
expression of CRF and CRF receptors protein were analyzed by western blotting. Results DSS colitis was set up successfully with signifi-
cant inflammation in colonic mucosa by the disease activity index ( DAI) and histological score. Immunofluorescenee staining evidenced
that expression of CRF1 receptor in DSS colitis group has no significant deviation compared to control group( P >0.05) , while the expres-
sion of CRF2 receptor was elevated in DSS colitis group compared to control group (P <0.05). CRF2 receptor was localized in epithelial
cells and mononuclear cells in the lamina propria. The levels of CRF and CRF2 receptor protein by western blotting were higher in in DSS
colitis group compared to control group (P <0.05). The level of CRF1 receptor protein in DSS colitis group had no significant deviation
compared to control group( P >0.05). Conclusion The higher expression of CRF and CRF2 in colonic mucosa of DSS colitis may partic-
ipate in the development of colitis.
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