EREZIRRSHE 201849 A 4516 54 53 Clinical Education of General Practice Sep.2018, Vol. 16, No.5 . 489 -
L ] \/\ L]
e =

ZE= XA MmEZE X R TXA..CX3CR1.
NF-KB ZE B & iA 7K FHI 200

wIM TR ERIE

EE] HH WHEHXZHFEETRCX3CLI #h KR &M E(APE) /& #) e % A,(TXA,) .CX3CR1 Atz 4k
F B F kB(NF-kB) #) Z ik A&, ik %t A& CX3CL1-shRNA Foid & ik HAK, 2 A AT m & . 4560 R
SD K R, , 3 RS F R AL K > @Lﬁ*ﬁmﬁ)&%$ﬁ@mm@)ﬁiﬁﬂﬁm#?m%%?ﬁﬂhéﬁ
Fn) AR +E3K & + CX3CL1I-shRNA 2L (M+% 3% Z+SH20) BEA + £ % & + CX3CLI it & A H AR (M+£ % £ +CX3
20), 54010 A, A AdiAs 5569 7 4 & APE XK R B A, TE8U5 6 hI10 R KR, KA RBERE G , 4L K
R, BT LR AR A, AT B AR - e LR R A T U, KA BEBE 9% R (ELISA ) sk 4 m) TXA, 89 KT, gk
R B M K R AL CX3CLI/CX3CR1 & CX3CLI/NF-kB ki, R #4566 h, i FAMH-FLLE 2T
M 204X N 40 % SHAM 2R9% 32 5 R R B, 2 435 5 T UG , 806 77 LA 3h Bk 1 36 o Ae RIE AR, X842, ELISA 3% 4
R 27, MK K f & TXA, S5 SHAM 289 B9+ 3 (1=-3.35,P<0.05) ; 5 M4iAart , M+£ 3% %40 M+£ K Z+SH 4
FoM+£ % £+CX3 AKX R A iF TXA, 2538 BIEAK(: 5 #1=3.08.3.21.3.37,P 3 <0.05), N4 M+%¥%F4 M+%E
# % +SH 2049 CX3CL1/CX3CR1 #93X 5% F kL 55 T M4, N4L SHAM 48 M+-% 3% % 4169 CX3CL1/NF-«B #9 3% 5%
WBERABTMA, Hig EHX TR THEKXKAPEEH TXA, . CX3CR1 ANF-«kB #%& & K-F .
[¥$E7] M E; CX3CLl;  CX3CRl; £%%; fmkhEA; HHEZFEF-«B

Influence of curcumin on protein expression of TXA,, CX3CR1 and NF-kB in a rat model of acute pulmonary
embolism HUANG Liquan, KUANG Jing, WANG Lincong.Intensive Care Unit, The First Affiliated Hospital of Zhejiang
Chinese Medical University, Hangzhou 31 0006, China

[Abstract] Objective To study if curcumin can affect the protein expression of TXA,, CX3CL1, CX3CR1 and NF - kB
after acute pulmonary embolism in rats by interfering with CX3CL1. Methods Designed and synthesized CX3CL1-ShRNA
and overexpression vector respectively for adenovirus packaging.Totally 60 SD rats were randomly divided into six groups with
10 rats in each: normal group (N group), SHAM group (SHAM group) , model group (M group) , model + curcumin group
(M+curcumin group) , model + curcumin +CX3CL1-shRNA group (M+curcumin+SH group) , model + curcumin +CX3CL1
overexpression vector group (M+curcumin+CX3 group).The animal model of acute pulmonary embolism was generated by
autologous thrombosis replication. 6 hours after the models were made, 10 rats were anesthetized with chloral hydrate and
killed.The pathological changes in the lung tissue samples were evaluated by HE staining, the serum thromboxane A, (TXA,)
was detected by ELISA, and the expressions of CX3CL1/CX3CR1 and CX3CL1/ NF - kB in the lung tissue of rats were
tested by laser confocal detection. Results ~ Six hours after the molding, the lung HE staining showed significant pathological

changes in the model group compared to the normal group and the SHAM group. After the intervention of curcumin, the

pulmonary artery embolism in each treatment
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group was partially dissolved and the
inflammation was reduced. ELISA results
showed that the serum TXA, level in the model
group was significantly higher than that in the
sham group (1=-3.35, P<<0.05).Compared with
the model group, the serum TXA, levels of M+
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curcumin group, M+curcumin+SH group and M+curcumin+CX3 group were significantly decreased (¢=3.08, 3.21, 3.37, P

<0.05). Curcumin can improve CX3CL1/CX3CR1 co—expression and CX3CL1/ NF — kB co—expression in laser confocal

detection of lung tissue in APE rats to a certain extent. Conclusion  Curcumin down-regulated the protein expression levels

of TXA,, CX3CR1 and NF - kB after acute pulmonary embolism in rats.
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