Zrrd [E BT B2 2022 4F 5 HEE 24 55 3 W] Military Medical Journal of Southeast China ,Vol. 24,No. 3, May,2022 .« 225 -

it =
(Lsb 5t 3)

Z W B4 PIDD i e o 38 R B i I A28 i 46 5 1Y
AL AT 52

it 5

N

= W

PTG B A, E I, s EHR

i

[HE] Be RSS2 (SA) SR B Skl T E 383455 AR B LS ps3 i S BB T 45/ Sk 2R 1
(PIDD)EKINIC R, ik k8 40 FAEREMEM: SD KRE, AL R 4 4. RTFARL Sl bisig P22 Wl i)
H B 10 B, SRS R Gk b i R BRUA R v 20 ki ZEAE TR | i R A P 2 T RE SR IT- 43 ( mNSS ) T4k 1 22 ) R 43
TR 3% - B A e SV (RT-PCR) T Western blot 35 R 45 41 K BB M P08 15 AN RIBS RIS (1 d 3 d\7 ) I Z 500K
' PIDD mRNA Je i 3RA AL, DL 7 d 2 DEZAR KA Z R HE 2 (caspase-2) (t-BID A4 3 C DL K4 ARG 3
(caspase-3) T 1215 . BB IAFFHEVE)S 7 d IR4H20, SR ) TUNEL B b 2o 4 Y8 T 00, AR FE AL iR 4 2 0 2 20 e 0 T
R (AD, SR SHumAAY AL, S 2 R AR TS 3 4.7 d BT RE BG4 B B B AIK (P<0. 01) 5
S5 g, F S 2 A S BT 3 4.7 d M BEEBIT S T4 (P<0. 01) , FFEZ IR PIDD mR-
NA FIHE (A A2k B K T B i AR AU 40 | = T30 i35 28 ( P<O. 01) ,ﬂ‘%g%\@ﬁéﬂ caspase-2 . t-BID VAR - I caspase-3 EH
HZR B E LT H AR R AL, & TR F 4 (P<0.01), SMBIEIZE AL (53.25+4.16) % | WEIGN, P52 W4l Al
[ (35.13+4.23) % ] FIINHIFIL AI[ (24. 55. 14) % ] AL T HLARIZE (P<0.05) . & PSS 2R T PIDD K H
T R K A R 2 1-BID A4 R -C e 2l KA R 3 193¢ 1 03t R BRUG St ot 53475

[kERA] FSZHmmR,; SN ;p53 FHRMIET- S E A

[FEES] R743.3 [ TEkFRERE] A [XEHS] 1672-271X(2022)03-0225-05

[DOI] 10.3969/j.issn.1672-271X.2022.03.001

Salvianolicacids ameliorate cerebral ischemic injury via PIDD pathway in rats

LI Meng', HE Di-qin*, CAO Zi-wei’, GUAN Ye-ming”, HUANG Hai-li*, WANG Qing-song’
(1. Department of Neurology ,Nanjing Jiangbei Hospital , Nanjing 210048 , Jiangsu, China ;2. Department of Neurol-
ogy, the 901th Hospital of the Joint Logistics Support Force ,PLA ,Hefei 230031, Anhui, China)

[Abstract ] Objective To investigate the effect of salvianolic acids (SA) on cerebral ischemic injury via PIDD ( p53-
induced protein with a death domain) pathway. Methods A total of 40 healthy male SD rats were randomly divided into 4 groups:
sham operation group (Sham) , ischemia model group (IS), SA group and PIDD inhibitor group ( BubR1). Focal cerebral ischemia
was induced in rats by occlusion of MCA for 2h. Reverse transcription-polymerase chain reaction (RT-PCR) was used to measure the
expression of PIDD mRNA. PIDD, caspase-2, t-BID, cytochrome-c, and caspase-3 protein expression were detected by Western blot.
The neurological deficits were assessed by modified Neurological Severity Scores (mNSS) at 1, 3, and 7 days after reperfusion.
TUNEL-positive cells were considered to be undergoing apoptosis. The percentage of apoptosis (apoptotic index: AI) was determined as
a percentage of the total cell number. Results Compared with IS group, the mNSS score in the SA group was significantly lower ( P<
0.01), while the mNSS score in SA group was higher than those in the BubR1 group (P<0.01) at 3 d and 7 d after reperfusion. The

expression of PIDD mRNA and protein in SA group was significantly

EEWE : FARARFEIES (81171108) 3 4% B 25 TR lower than that in IS group, but higher than that in BubR1 group (P<
42 (15MS047) 0.01). The expression of caspase-2, t-BID, cytochrome-c and
fEEBAL:210048 F AT, ML B BE il 28 RH (5 50) 5 caspase-3 protein was significantly lower than that in IS group and was
230031 L. kBRI B R IERBEN 5 JL O — PR Be ot higher than that in BubR1 group ( P<0.01). The Al in the IS group
ZEIRRCRTIFT R DT SRR ) was significantly increased [ (53.25+4.16)% ]. The Als in SA group
BISAEE LT AL, E-mail : wangqingsong68@ hotmail. com [(35.13+4.23)%] and BubR1 group [ (24. 5+5. 14) %] were lower
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than that in IS group (P<0.05).

Conclusion SA ameliorates cerebral ischemic injury in rat by down-regulation of PIDD and its

downstream expression of caspase-2, t-BID, cytochrome-c and caspase-3.
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