J Med Res, July 2022, Vol. 51 No.7

T CCN1 RiAHN I EE 2R R KRR M

FEE FHAN EFrA I WM Tk

# E BH BHREPEWAEREE 61(Cyr61/CCN1) 1F FAE 2 M B IR & (severe acute pancreatitis, SAP) K B Y o i 3=
FRIKE B X R AR E 52, F7iE 36 K SD Mt R BB ML 43 125 6 R ZH (control 20 ) (SAP BERIZH (SAP 2H) M SAP +
CCN1 T4l (CCN1 VAT AL ) 5 2R 1 4% 25Tk AR 2 4 306 A7 J9 A48 0 S ol 4 SAP KBRS 4303 T3 B85 6 .12 (18 #6245 48 4% 5 R
F ELISA ¥E A6 U LW TNF — o 23515 B0 S ML JE R BlE (AMY ) 597K - HE Je (0 07 125 LGS B i o BIUIE 25 2% 02, Western blot ¥ 46
P RR AL CONT HHAL TGOl SR 5 control 4 L%, SAP ZH AMY [TNF — o I 3% 7K - il 5 465 0 ] 8 < 1) 508 7 v, 00 e 5 40 7t 2
A NE (P <0.05) ,SAP %41 CCN1 ik /K P B & T2 X AL, CCNT JRYF 4L AMY | TNF - o I35 7K F- 48 SAP 41 B T %,
JoR R 403 405 R B BH R (P < 0.05) , & B [ s L3R, Z S WA ST ERE L (P <0.05), &it  CCNI 7 SAP H R M 52 B i 72 o
Al BEE AR SEVE A, T 8 CONT 9 23k il g SAP 98 I

KR FRESMERER EEMREARES 6l MERRERET o

FESES R333 XHERIRED A DOI 10.11969/j. issn. 1673-548X.2022.07. 021
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Abstract Objective To investigate the expression of Cysteine — rich 61 ( Cyr61/CCN1) in severe acute pancreatitis (SAP) rats
and the effect of pancreatic tissue inflammation. Methods A total of thirty — six male SD rats were randomized into control groups ( Con-
trol groups), SAP groups and CCNI treatment groups. SAP was induced by retrograde infusion of 4% sodium taurocholate into the bilio-
pancreatic duct. Detect each indicator at 6, 12, 18h. The levels of amylase (AMY) ,TNF — « in serum were determined by ELISA. The
histopathologic changes of pancreas were examined under a light microscope. The expression of CCN1 in pancreas was detected by Western
blot. Results  Compared with the normal control group, the serum levels of AMY and TNF - o in the SAP group increased significantly
with prolonged modeling time. In addition, SAP groups showed severe degrees of pancreatic injury gradually (P <0.05). The expression
of CCN1 was significantly higher in SAP groups than the control group. Compared with the SAP group, the serum levels of AMY and
TNF - o in the CCNI treatment groups reduced significantly with prolonged modeling time. Pancreatic injury was significantly reduced
(P <0.05). Conclusion CCNI plays an important role in SAP rats, and down — regulating the expression of CCN1 can alleviate the SAP

inflammatory response.
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