G AR 1165 95 2% ks 2017,33
« 1102 - Journal of Clinical Cardiology (China) (11):1102—1106

B B © a3 Bk R KR P
FJLJRI%%‘%Jkkjy“ﬁi%iiigg%gz%

W2 FELM OBEE BARL BAM Ik’

(HZE] B W5k s 5K R NLRP3 &M /MR I 2R 5 1% B0, 48 588 Bi7 O 080xd il 2l ik &5 Fe i R 47 4R
. Fik: 36 HbEtE SD KB BEHLAY 7 3 41 1E 7 % B 4L (controD) | ifi 3l Bk &5 FE 28 (MCT) B3 Bl © B8 21 (Tev)
Xof BEZE SR 1 25T 0. 9 Yo SRAL SIS I 0 0, FEAY T 20 B R) & 45 7 BF A U I R IE R 3R 21d5 TR Tet 41
BRAETHHCWMAWTES  HAWANERAT 0. 9% FALWTE S 21d J5 B BUH LARAS , I & Jili 35 bk s 1 (F
LS , right ventricular systolic pressure, RVSP) i1 B A O F /(A OE A+ OEE)[RV/(LV+S) JHE,. 1T HE
Yuta W % AU & F ARk R ALk S western blot A1 %41 NLRP3 . caspase-1 & (H 40l /- R-1B(IL-18) iy F ik
KV, HER: OHX UM, MCT K Tet 4l RVSP\RV/ (LV+ ) {H ] & 8 &5 (P<<0. 05) 5 55 MCT 414 1L,
Tet 41 X8 T [F5 (P<<0.05) . @5 B 21 22 kil 25 5% 8 7, K3 B O AT sk PAH A5 0 UM /N 3l fbk P s 3 24
U5/ il 21 23R M 20 IR s @ e E LAk ) western blot 253 7R . By Bl C 8 Al #1H NLRP3 ., caspase-1.1L-18 H &
ik G5BT OB RT L] NLRP3 58 P/ i 15 Ak . 365 1l 3l Ik =5 e oK BRI 4 40 19 58 1k 33, ol il 3l ik v s
B — @ s e,

Cg2iR ] i sh bk m B s 893 B B s 2 M /IMA

doi; 10. 13201/j. issn. 1001-1439. 2017. 11. 019

[FES>Z£ES] R54 [XEiRERB] A

Impact of the NLRP3 inflammasome on tetrandrine in rats

with pulmonary arterial hypertension
LIU Ying' DONG Wenpeng® CHEN Chang fu* YANG Yongchao®
YANG Dongpeng* WANG Xiaowu®
('Guangzhou University of Chinese Medicine, Guangzhou, Guangdong, 510010, Chi-
na;”Department of Cardiovascular Surgery, Guangzhou General Hospital of Guangzhou Military
Command, Guangzhou, Guangdong, 510010, China;’Institue of Cardiovascular Disease,
Guangdong People’s Hospital;‘Department of Cardiovascular Surgery, Guangzhou Red Cross
Hospital)
Corresponding author: Wang Xiaowu, E-mail: xzwk wxw@hotmail. com
Abstract Objective: To investigate expression of the NLRP3 inflammasome in pulmonary arterial hyperten-
sion rats and explore the protective effect of tetrandrine on pulmonary arterial hypertension. Method: A toll of 36
male Sprague-Dawley(SD)rats were randomly and equally devided into 3 groups:control group, MCT group and
Tet group. The control group was given intraperitoneal injection with normal saline; the others were given intrap-
eritoneal injection with monocrotaline (MCT) to induce PAH, then given irrigation with saline and tetrandrine re-
spectively, from day 21 to day 42. Right ventricular systolic pressure(RVSP) , right ventricular hypertrophy index
(RV/(LLV+S)) were measured and compared among all groups. HE staining was used to observe the morphologi-
cal changes of each group. Expression of NLRP3, caspase-1 and IL.-18 were detected by immunohistochemistry
and western blot. Result; DCompared with control group, RVSP and RV /(LV + S) were significantly increased
in MCT and Tet groups ( P<<0.05); While compared with MCT group, Tet group was significantly decreased ( P
<C0.05). @ Histopathological examination showed that Tet could reduce the pulmonary arterial hyperplasia of
PAH rats and reduce the infiltration of inflammatory cells in lung tissue. @ Results of immunohistochemistry and
western blot showed that Tet reduced the expression of NLRP3, caspase-1 and IL-1B. Conclusion: Tetrandrine
could inhibit the activation of NLRP3 inflammasome, reduce the inflammatory infiltration of lung tissue in pulmo-
nary hypertension rats, and have a certain reversal effect on pulmonary hypertension.
Key words pulmonary arterial hypertension; tetrandrine; inflammasome
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Figure 1 Expression of NLRP3, caspase-1 and IL-1p
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