PHFBEEEALEE204FTAE 2 EF 48 423

[20] O'Brienp J, Slaughterm R, Polleysr, et al. Advantages of glutamate [22] Liu J, Sato C, Marumo F. Characterization of the acetaminophen—
dehydrogenase as a blood bhiomarker of acute hepaticinjury in rats[J]. glutathione conjugation reaction by liver microsomes: species difference
Lab Anim, 2002, 36(3): 313-321. in the effects of acetone[J]. Toxicol Lett, 1991, 56(3): 269-274.

21 Rz, T, PR 2SRk, dba. AR TA: (%% RA)

JAt, 2005: 1348.

EEE X AcLDL+LPS %51 5 h kit A8 4k 18 55 B Ik 40 B - B0 =20

%oB, R 4B, Ak, AREZE?, FRF R OHE, F OR'(LJINPEGRESE—-MEER, TR
TN 5104055 2. THNHEZG R, A )M 510006)

WE: BW A c-Jun 2R (INK)E 5@ 5AF 5035 53 2T THALIKE L E & 8 (acetylate low—density
lipoprotein, AcLDL) F&4-fg % # (lipopolysaccharide, LPS)# -5 495 3 bk #) #F 5% 1¢ (atherosclerosis, AS) 8% E
Wam I T Rm ., AR OKE D R B it RAW 264.7 #4703 9%, A 100 wg-mL™ 49 AcLDL & 1
pg mL" 49 LPS 3% F Evm e B A ABEA 28, MEFRFK, F. A Z2(120, 240, 480 pg-mL™) #ATF
7, Annexin-V = PI 3U# )5 A i X, 20 Je SN 2m i T, Western—blot 3 KA INK & & & 2 B LR %A
PCR # A4 JINK mRNA &iA, 258 AcLDL A B48, LPS xf M40, AcLDL+LPS #5405 E 40 bbAs, £+
Aot FEL (P<0.01), Ac-LDL+LPS # A Asnfe /A =R AR HFEFHE, TXF P, SATHmEA =K
Al 2.3 T AcLDL+LPS B2 A28, 2 F A %5 &L (P <0.05,P<0.01), AcLDL+LPS B&4&F %k AcLDL 2 LPS
BRF S A BEEA INK &, MAEREZHTAAZORG, BB INK KA AZHLE. &t K
Fe UBMARE B Z OREITFAFFELEMOATHELZRAE, INKEFBEBALX -4, F5XF Tkl
TR AL INK FA RILDE R S Ao CBEALIR B E IR R O F T EE @ ie- T A =, MmiE-TH 3 ki
FRAC ) R R A2

KR CBEVIREERRE G B S 8E; INK; EvE4a i o

hESES: R2855  XEEFEEH: A XEHS: 1003-9783(2014)04-0423-05

doi: 10.3969/j.issn.1003-9783.2014.04.009

Effect of Baicalin on AcLDL+LPS—induced Macrophages Apoptosis Associated with Atherosclerosis

PENG Rui', WU Wei', YU Rongjian’, LIN Zihao?’, GU Shufang*, WU Hui', LI Rong]( 1. The First Affiliated
Hospital of Guangzhou University of Chinese Medicine, Guangzhou 510405 Guangdong, China; 2. Guangzhou
University of Chinese Medicine, Guangzhou 510405 Guangdong, China)

Abstract: Objective To study the effect of baicalin on macrophages apoptosis associated with atherosclerosis (AS)
induced by acetylated low—density lipoprotein( AcLDL) and lipopolysaccharide (LPS) from the JNK signaling pathway.
Methods Macrophages were harvested from the peritonea of mice, and then 100 pg/mL of AcLDL and 1 pg/mL of
LPS were used for inducing macrophages apoptosis. After intervention with 120, 240, and 480 pg/mL of baicalin,
Western blot and quantitative RT-PCR were used to determine the expression of JNK, and the apoptotic rate of

macrophages was detected with flow cytometry(FCM) after the staining of Annexin—V and PI. Results The apoptotic
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rate of macrophages in AcLDL group, LPS group, and AcLDL+LPS group differed from that in the normal group, and

was much higher in AcLDL+LPS group (P<<0.01). High— and middle-dose baicalin groups had higher apoptotic rate
than that in AcLDL+LPS group(P<0.01) . The expression of phosphorylated JNK caused by AcLDL+LPS was higher

than that caused by AcLDL or LPS alone. With the increase of baicalin dose, phosphorylated JNK expression increased

gradually. Conclusion AcLDL and LPS are the important reason for macrophage apoptosis, and the JNK signaling

pathway is involved in this process. The mechanism of baicalin for promoting the early apoptosis of macrophages

induced by AcLDL and LPS is probably related with the enhancement of JNK activity, thus baicalin can counteract the

pathological process of the early atherosclerosis.

Keywords: Acetylated—LLDL; Lipopolysaccharides; JNK; Macrophage Apoptosis
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Figure 1 Detection of apoptotic rate of macrophages by flow cytometry (24 h)
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Figure 2 Electro phoregram of phosphorylated JNK
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