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IL-6, TGF-B1 #4948 ; fo. 7% 41 /AL 52 3= A6 ) B S R 40 22 NF-kB p65 ., CCR8 & A ; QRT-PCR 447 4m il B B S BR 4 2 & 1L-1B,
TNF-o. IL-6., IL-8, CCR8. NF-kB p65. TGF-B1. MCP-1 mRNA s iA ; Western blotting %47 2@ ft, & % 3 Bk 2842 F IL-1B.
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IR R BRI N FAER d7 ) VSMCs 3874 % TNF-o. IL-6 4 F W 24 %, IL-1B. IL-6. IL-8 mRNA %2 ] 253, IL-6.
CCR8.NF-kB p65 %& @ &% ¥ 24 3 (P<0.05 2 P<0.01); & F & % T £ 44K TNF-0.% F 49 VSMCs ¥ IL-1B.IL-8 mRNA
B F Bk ARG s B IL-1p mRNA F A fo [IL-1B, p-NF-kB p65 & & & ik (P<0.05 & P<0.01). &t MEAF S ERBEIKnE
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Study on the Mechanism of Dihydroartemisinin in Vascular Remodeling by Inhibiting Inflammation
LI Yongzhang, YANG Binggi*, GAO Limin(Hebei Hospital of Traditional Chinese Medicine, Shijiazhuang 050011, China)

ABSTRACT: OBJECTIVE To explore the inhibitory effect of dihydroartemisinin on vascular remodeling by inhibiting
inflammation. METHODS The patch method was used to culture mouse vascular smooth muscle cells(VSMCs), an in vitro
smooth muscle cell proliferation model was established by TNF-a induction, a mouse femoral artery injury model was
established by surgical deprivation of the artery, and dihydroartemisinin was used to interfere with cell and femoral artery injury
in mice. The cell proliferation was detected by CCK-8 method, the pathological changes of femoral artery was evaluated by
H&E staining and the thickness of media was measured, and the contents of IL-1B, TNF-a, IL-6, CCRS in cells and IL-18,
TNF-a, IL-6, TGF-B1 in mouse femoral artery tissue were detected by ELISA method. The expression of NF-kB p65 and CCR8
in femoral artery tissue was detected by immunohistochemical method, and the expression of IL-1p, TNF-a, IL-6, IL-8, CCRS,
NF-kB p65, TGF-B1 and MCP-1 mRNA in cells and femoral artery tissue was analyzed by qRT-PCR. Western blotting was used
to analyze the expression of IL-1f, IL-6, TNF-a, IL-8, p-NF-«B p65, NF-xB p65, CCR8, TGF-B1, MCP-1 protein in cells and
femoral artery tissue. RESULTS In the models of TNT-a-induced VSMCs proliferation and femoral artery injury of mice, the
proliferation of VSMCs, the content of TNF-a and IL-6, the expression of IL-1f, IL-6, IL-8, NF-xB p65 and TGF-f1 mRNA
were significantly increased, and the expression of IL-6, CCR8 and NF-kB p65 protein was significantly increased(P<0.05 or
P<0.01). Dihydroartemisinin could significantly reduce the expression of IL-1p and IL-8 mRNA of VSMCs induced by TNF-a,
and reduce the expression of IL-1f mRNA and IL-1, p-NF-«kB p65 protein of femoral artery injury in mice(P<0.05 or P<0.01).
CONCLUSION Dihydroartemisinin can reduce vascular inflammation and delay remodeling of injured vessels, indicating that
dihydroartemisinin can be used as a potential therapeutic drug for percutaneous coronary intervention(such as stent
implantation).

KEYWORDS: dihydroartemisinin; vascular smooth muscle cells; inflammatory response; vascular remodeling
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TIZMNH, B2 EPe R —A F2MIGKR RO, mE#ifis, VSMCs #5557 e
(AR g B S AR Y R (R AIE S — R A R F AL E T, a0 TNF-a. S

EEUE . Wby b B2 ZRH TR E(2020013) 5 Tk EE 22 B 2019 4R RN BE 4R T H (KTY2019015)
fEHEN: 2k, B, BIEEEF  E-mail: liyz@hebem.edu.cn  “BIEEE: Wik, &, EEPIH  E-mail: hbszyangbingqi@163.com

<1174 - Chin J Mod Appl Pharm, 2022 May, Vol.39 No.9 rh AN FH 224 2022 4F 5 5 39 58 9



ffi#a4L 25 1 1(monocyte chemotactic protein-1,
MCP-1)35, X SLAH i34 3k 40 AR5 R o+, il
i % 40 M9 5 Bf 4> F (vascular cell adhesion
molecule, VCAM)FIZH i ] 2k Fff 43+ (intercellular
adhesion molecule, ICAM), ‘Efi1A B TR AE4H M
IS4 | T AMEB, VSMCs AYiX 8675 fhJ2 Ifi
BV CPN, WE I . Sl bk ok AR Lk it
B A G PR 45 J 1 R e ) R4S A4 o 2R 2
SRR R TR 5 SR RN VIR R, © a4k
T A B 4 B PR A8 5 vk o TR I R I A Tk
7, HATC b 2Rk i Bk 2y, B
FEPUEE . PUR . DAl M S T MR S 258
H R T 25 W7 148 N B 400000 ey 350 24 e B 3 I 4
JE R, SEAIRA L) 5%~10%H4 H 2 kA 145 7
BAEB, L, AN VSMCs B3 FE R B 1k
I8 S A I R AR

T Foe — P AE Y & (B AR ) o
RIS TR, W TRIT 20 Z2RPEET,
WU T 2T = P A A, BT
PR, WAFERAEIIR ., G
RERRNE (e o1 K = e A BT = R A A IV
i iREH . s, WEE & RERITZ M
AU SREAEARNY . A S e HUIR AR R
KR RE ML BRAE IS Y B A A 4
YER o ARBEIE B EGR I WU T 8 2800 1/ 2R 1)
WAEMSIVET, IO HAE FHPL
1 MR5R%
1.1 ¥

C57BL/6 /MR 30 H, &, 10~12 JE#Y, M
H(2512)g, WA WAL HHTE BE LS G BE AR
HEFEVERTIES . SCXK(3)2020-001; i F i
A IE 5 . SYXK(ZL) 2020-006; 1& ¥4t 5 .
HBZY2021-KY-136-02, 7N E T B A B n] 422
il FREE H[(2242)°C, FHXHEE 60%~70%], IR
[REEJEIT 12 h, T RATE A B R RS R OK
1.2 R AR

AT &R (LR R T AR, .
D1613085); fifi 4 IfiL & (35 B HyClone , it :
GMS12051.1); DMEM §5 5% 3£ (Gibco BRL, #t%5:
11966025); TNF-a(3£[F Sigma, #it5: SRP3177);
HARZYW AL S . C200301), PrLryeimi (s .
C200403) 1y H 2k ifE DR A W) 5 IL-1p( 62 %5 -
7C-37974). TNF-a(%8%5: ZC-37624), IL-6(%% 5 :
ZC-36404), CC #afbH+ 321k 8(CC chemokine

i E AR FH 252 2022 4F 5 H 45 39 555 o

receptor 8, CCR8, 75 : ZC-38780). Ffb/EK
[A¥ B1(transforming growth factor B1, TGF-B1,
T35 ZC-39043)ELISA 57 &30 [ i i A4
Yr; HG—BT IL-1B(FE5 : #12703)., IL-6(5 % :
#12912) . TNF-a( 5% 5 : #11948) . IL-8(%7 %5 :
#376750) . W MR b ¥ ¥ 5t K+ «B  p65
(phosphorylated nuclear transcription factor-kappa B
p65, p-NF-xB p65, 135 : #8242), 4% kK T-«xB
p65 (nuclear transcription factor-kappa B p65,
NF-xB p65, 5 #8242), CCR8(#%'5: #12199),
TGF-B1(%%5: #84912). MCP-1(#%%5: #81559)lly
H CST; ¥R FEH R IgGHFL)( ¥
Abcam, %75 : ab6721); RNA Trizol Reagent(& Al
WY, 5 vs18061730); TB Green™ Premix
Ex Taq™ II(% H B4, 555 : RR820A); i
(525 PO013). BCA & Ik B I i ik ) & (B
5. P0009)# Mg H Beyotime; ECL & ik &
(Affinity, %5 : KF001); Immobilon-PSQ PVDF
JE(Sigma Aldrich, %25 ISEQ00010); CCK-8 i
F &G Biosharp, 75 : BS350A); PBS ZZif
W (TSR A R AR, 5.
201201A17; #kg: B4E1L),

PIKORed 96 SZH % 7 (RT-PCR){Y . MK3
2 IJHERFARL (3 E Thermo Fisher); BMI-A A4
HEALCH MRB X gl {48 ) )5 BA210 Digital
B = H R AR U (2 e SRl SV AR BT R
Al); JY-SCZ4+3E FL LKA . TY200C HL kAL (b5t
B REAR KBS A RAF]); 5200 1h22 AOGEER
BGAL (T R BERH A PR AR o
1.3 4ffudsss

@R/ 6 L, G 2 84(50 mg kg ) i
TR, BN R P B E 3 bk 4, SR Ak
ERiE VSMCs., VSMCs & T & A 54~ 1 7% 1Y
DMEM }; 354, 7E 37 °C, 5% CO, @i 541 F i
T, B 5~8 1R VSMCs T3 — 856 ¥ [F)2
# ik VSMCs 434 PBS 41 . TNF-a 4
(100 ug'L™") . PBS+AUE T & % 4H(200 pmol-L™) |
TNF-o(100 pg L)+ AAH R 41 (200 pmol- L),
TNF-o+ XA 5 5 41 A BUE 8 R W 4b 3
VSMCs 15 h J&, ITAZHK R 100 pg' L' TNF-a,
AR HAVE 24 h 5, WEEAIH.
1.4 /NS BB R i 2 57 BB dT

24 FUNBGE R SR 1A S, B/ BBENL S
FFAR LA, Kkt 1 AEREERES 5T
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PBS(10 ng-kg '-d ™M), FAR 4. Bshfikibtif 11
SRS AT WA H H E (10 ngkg -d )],
HH 6 H, @R @ EEES 50 mgkg!
P L ZERR /N R, BRI [ /N BT JC A 3
AR, IFECE TR RS N T,
Bl SR FR R Sk, F 5-0 B Je k£ s bk i i
IR GE G, RN IR ) B RCE TE A,
1 BRI AN — R T 22 (42 0.38 mm)ffi A 3 ik
i, DARIZREhlk. RbhagL)n, nIIKE 2484,
WMD), W FERMAKR, I 6-0 22245
GG R, ARJER/DNEE T RREAE LR
T B A D SR . TRk b B,
EARSAT KRR . RSS2 14d, H
AT 8 R A2 52 7% 15 B AR
1.5 FEACRE

T A A AR I T N R AR SE s
IEShBK LY, K BEShBKH L 53R 2 0, — 0 FH 4%
ZRWEEREE, HTRSMMEMNr; R R
17 F-80 °C, i T J5 %% qRT-PCR F1 Western blotting
G3HT o
1.6 FEtnkaill
1.6.1 CCK-8 Kl se AR CCK-8 BiHH 45
PEATAN M A R, KA i AP 2 96 FLAkh, 7E
37 °C,5% CO2 5544 F il THE 3%, B 24 h N 10 puL
CCK-8 il S igH FRHR G . WaE 2h )5, {1
FBEFFRLAE 450 nm AR 630 nm fS%
B TR, EE 3K,
1.6.2 HE @A ZUREAL K2R
5 W S kAL 2 s, Y R, JRE
5 um, FH HE YL@ PP o ik 20 BRAR S L o fff
A Image Pro Plus 6.0 7EE:5K U] L 3EHL 10 25 HE
ST LR, R HASEE(E
1.6.3  ELISA &K I 40 i S il 3 ik 20 23 4 4 A
F %M ELISA R & Ui WIR/E, il VSMCs

I IL-18. TNF-a. IL-6. CCR8 K/ B ik
H41 IL-18. TNF-a. IL-6. TGF-pl B&5 &, =
523,

1.6.4 T8 21 24k 2 1k K i Kz 2y ik 24 21 NF-«xB
p65 CCR8 Kik  REBINKA L) Fr Biss 2K, FH 3%
HyO, i S# F 30 min, FHANE R 1L MIE 5 37 °C
JH 30 min, Ji#iM—H[NF-xB p65(1 : 1000).
CCRS8(1 : 300)]37°CiFE 1h. SR HILFES R
IgG-HR it E ALY EE( : 2000 EIHE 2h, H
DAB 5 S FHMEAIM, JRAKE 2 . kS EhRe
Ak K PR B R, R EE, FEH
Image Pro Plus 6.0 ¥4} NF-xB p65. CCRS8 #17
ERNT, EHE 3K,

1.6.5 qRT-PCR # I 1 2 bk v #H 3¢ % 5E K+
mRNA 35 ] TRIzol 327 & i B i 3 7 156 I
AR SR R S Pl 21 b SR LR RNA, 005
4 cDNA, ] Takara TB Green™ PreMix Ex
Taq™ & 17 5 [N K ik K ¥, L GAPDH W%,
qRT-PCR i 254 : 95 °CHIFAAEYE 10 min, BiJS
95 °CAE M 10s, 60 °CiE-k 10s, 72 °CHEff 105,
45 MEFR, 1dsk CTAE, SR 2724CT T AHX) 3Rk
K. REBER 3K, SIUFIIILE 1,

1.6.6 Western blotting 43721 ifd K % 2y ik 41 £
FOCRIAEE A RIE R 2% 22 vl il 40 B 15 5%
YRS KA PR BT, vK B R BSOS,
WeE LW, FH BCA R PRI ) Al 2 v
B, SRI5, ¥ Ei5WS SDS-PAGE Hf gk ge up
WIRA, 5% PVDF I |, 18 5% 4 45
FREH 2h )5, KBS HIL-18. IL-6. TNF-a.
IL-8. p-NF-kB p65. NF-kB p65. CCR8. TGF-pl .
MCP-1(1 : 500)8 B-actin(1 : 2 500)H—HLLE 4 °C
BEE I . SRS S 5 B o A A P Tl A K 1) —
YA FQ 2 3000)EHEIFE 1 ho i Hib2= &0
R iR & (ECL B3R &) = w0, B OJErEN

=1 5lHFY
Tab.1 Primer sequence
e IEMGIYI(5°-3") RI5191(5°-3")

IL-18 ATCCTCTCCAGTCAGGCTTCCTTGTG AGCTCTTGTCGAGATGCTGCTGTGA
TNF-a GCCTCAGCCTCTTCTCCTTCCTCCT GGTTGTCTTCCAGCTTCACACCGTTG
IL-6 CACGAGGATACCCACAACAGACC CGGAACTCCAGAAGACCAGAGCAGAT
IL-8 GGACCACACTGCGCCAACACAGAA GGCAACCCTACAACAGACCCACACAA
CCR8 CTACGCCTTTGTTGGTGAGAGGTTCC GAGAGCATCAGCATTGCATGGAGAGT
NF-xB p65 GCCAGCACCAAGACCGAAGCAATT TACCGCCAGCAGCATCTTCACATCTC
TGF-p1 GGACCGCAACAACGCCATTGAGA TCTGGCACTGCTTCCCGAATGTCTGA
MCP-1 CCAGCCCAGAAACCAGCCAACTCTC GCCAGTGAATGAGAAGCAGCAGGTGA
GAPDH GACTTATGACCACCGTCCACGCCATC CGCCTGCCTCACCACCTTCTTGATCT
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i F % 22 50 R4 E1% |, Image Pro Plus 6.0 7387156
FE, DL B-actin WS, WL HFRE A BT
BN, IS AEARMHXRAE, EE 3K,
1.7 GEit2Eatr

K SPSS 20.0 #4534, FFG IEASM AR RIS
BARBILIX £ s KR, BARGEIR PR R T 25
Br, P<0.05 WZESRAGI2EE L,
2 H#HR
2.1 XU Rt TNF-o {278 0 240 i 5 5E K
H5H

5 PBS 4 It#, TNF-o 41 TNF-a. IL-6 &%
I & TH (P<0.05 8% P<0.01); 5 TNF-a 4%,
PBS+M A i R4 IL-1p. TNF-a, IL-6 21 ik
AR (P<0.05 3% P<0.01); TNF-a+8UE & =4
IL-1p. TNF-a. IL-6. CCRS8 ¥JF#(%, (HER LS

ﬁin W%i

"\?‘9 W‘Q’ W
4%
@r@“ @r

-‘4

&
Q’é@
&

%
g &é‘
= PBS 2
2.0 == TNF-o 2
2

B
ﬁ 1.5 ) ' 3)
< i L [ &= I

S S
%ﬁ%ﬁ&

CCR8 NF-kB p65 TGF-B1

TR, R IE 1A,

qRT-PCR #:illZ5 R W~ , 5 PBS 44K,
TNF-a #1 IL-1p. IL-6, IL-8. NF-kB p65. TGF-pl
mRNA 358 & T+ (P<0.05 5 P<0.01), 5 TNF-a
HHHR, PBSHMUE T R4l IL-18. TNF-a, IL-6.
IL-8. CCR8. NF-kB p65. TGF-pl mRNA FEik
BB (P<0.01); TNF-o- XU & T 85 240 IL-1B . IL-8
mRNA ik B & &4k (P<0.05), TNF-o. IL-6.,
CCR8. NF-kB p65. TGF-pl mRNA kA%, (H
ZRIGIEE L, 4R LE 1B,

CCK-8 ta i 4n st st 4 R ws, 5 PBS A Ik
B¢, TNF-o 20 4 i3 78 BH 5 384 1(P<0.05) ; 55 TNF-a.
AL, PBSHWE T R A M TNF-o+ A H
RAYME s s, H PBSHEATH & K4 £
SHA G E L (P<0.01), Z5HR LA 1C,

0.25

ST PY 1wl 1

WW‘Q’

o7 & A A A
® g%v%»%» & & s
@r & %“r /@r

& éﬁ @

C 15

= PBSHEF R

— TNF-a+XS(‘§t$%?§£ @3( 1.0
ko ' i

Y%xﬁr%‘ fr%‘
& &

® [Tl | TRl | TRl | [Tl | (TRl BN 'l | \@{@54@5

IL-1B IL-6

CCR8 p-NF-kBp65 NF-xBp65 TGF-p1

S8

&S

E1 NEAFHZH b TNF-o (€20 400 RE R (R+s, n=6)
A-Zififg IL-6, TNF-a. IL-1B. CCRS %#; B—HIXKEHF mRNA Fikf; C-A4UMIMG T ; D-HIKEFEAMM RER; BE-EAREIKN; 5§

PBS #H L&, DP<0.05, YP<0.01; 5 TNF-o 40104, YP<0.05, YP<0.01,

Fig. 1 Dihydroartemisinin inhibits cell inflammation and proliferation promoted by TNF-a( X + s, n=6)

A—contents of IL-6, TNF-a, IL-1p and CCRS in cells; B-mRNA expression levels of related factors; C—cell proliferation analysis; D—relative expression levels
of related factor proteins; E—protein expression bands; compared with PBS group, 'P<0.05, ?P<0.01; compared with TNF-a. group, ¥P<0.05, ¥P<0.01.
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Western blotting fll455R ~, 5 PBS ik
%, TNF-a 4 IL-6. CCR8. NF-kB p65 & [ %k
W] 53 T (P<0.01). 5 TNF-o 2H [b4%, PBSHWA
FHE 4 IL-6. CCR8. NF-xB p65 & [1#E0] i
R (P<0.01); TNF-a+XUA 7 & % 4] IL-6. NF-xB
p65 I FE A W (K (P<0.01), IL-1p. CCRS,
p-NF-«B p65. TGF-B1 & H FikEME, (H2EF TG
TR, R 0LE 1D~E.

2.2 RG2S k05 5 42U 3 52 el

BFA T4 Bshkdl 2L E . B ohE 3
JZEEF SRR T, A DL B YRR Bk A% A IR
BRFARTH: FBEERE, AT IER)ZE | BERRHE
G, AR TR, A Az B,
R 5 5 2 e R 0 LA A, 2
PR ARXT B AMER IR, R UL IR SE Bk
RANMIIZIE o BRI TR . el ik 2 e
HBERI AN 3 JREEARNT . IR A N K 2
A, SN B AR s b R R R A
AEIRFE, WALV LT, SMER AR, 25464
DIRIREF 4 3, nl WL i R 402 . sl

; @f@ 40
i ] R
i D g
A E ‘j,_.,:‘ § 30
it 3
e 4: m: 20
A et pris & 10
¢ W ., AR50 pm
BFATH 0
e NP
' €

ekt 1
B2 HALREFWNE(X+s, n=6, HE, 400x)

kg g 4. Besh kIR, A E 3 )2
SERIERE . NIEZER A N R Az 0, DL A2
(N B A e % T4 I 5 R IR R R 22 1 SR 4T 4
B, MY, MRl SMEZ
JE, AR ULBA BIRSEE R AN IR . WU T R AL
PSR E EEEE, Z5 R ILA 2,
2.3 WA E RSk fE IL-18. TNF-a.
IL-6. TGF-B1 /KFHy5E0A

S5FAR 14 i, Besh ks 14107 8 T+
5 IL-1B. TNF-o., IL-6, TGF-B1 7K (P<0.05);
S ek 141 A, e bkt 11 20 mT B Gt e
fik TNF-0.. TGF-B1 7K°F(P<0.05 5 P<0.01), F#fi%
IL-1B. IL-6 /KF-, (HES TG ITHE L, 2580
2,
2.4 RUETH & MBS kA 00 5 90 S 45
Gig

qRT-PCR iz SR iR, SEFAR 14,
Wk doitn 140 1IL-1B, IL-6, TNF-a., IL-8, CCRS
mRNA kI 8 715 (P<0.05 B¢ P<0.01); S5H3h
Wkt 1 e, Mesh bk fn 140 n] B & AR

Reshkd G 1 4R

AP kP RIS AR ; - EANIEYS s SIRTOR T4LLeEs, DP<0.05.

Fig.2 Histopathological observation( X + s, n=6, HE, 400x)

A -Middle membrane layer; % —elastic fiber necrosis of middle membrane layer; El-endothelial cell shedding; compared with sham operation I group,

bP<0.05.

#=2 WEBKASE IL-1p. TNF-a, IL-6. TGE-pl 4 E X (X+s, n=6)
Tab. 2 Changes of the contents of IL-13, TNF-a, IL-6, and TGF-B1 in femoral artery tissue( X + &, n=6)

451 IL-1B/pg-mL~! TNF-o/pg-mL~! IL-6/pg-mL~! TGF-B1/ng-mL"!
BTFAITH 10.50+0.32 97.09+5.35 13.24+0.97 21.17£0.50
BFARTH 9.71£1.02 96.95+2.99 11.89+0.49" 20.61£0.40
TSk 1 20 12.2540.52" 106.8243.68" 14.75+0.47" 24.61+1.21D
e ki s T 28 11.4340.93 99.18+2.49% 13.7240.57 22.24+0.759

T SERFARTHILE, "P<0.05; SHshkit THLE, ?P<0.05, YP<0.01.
Note: Compared with sham operation I group, "P<0.05; compared with the femoral artery injury I group, ?P<0.05, ¥P<0.01.
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IL-1B8. TNF-o mRNA #%ik(P<0.05), P&k IL-6.
IL-8. NF-kB p65. CCR8, MCP-1 mRNA #%ik, {H
ZSF TG ¢ L, Western blotting i il £ 5 i
N, SEFAR A, BEkmig 14 I-18.
IL-6. TNF-a. IL-8. p-NF-kB p65. NF-kB p65.
CCRS8. MCP-1 #4350 & Tt 5 (P<0.05 &Y
P<0.01); SREshbkibifn 1 A, Beshhidif I
20 ] B I P4 TL-1B. IL-8. CCRS. p-NF-kB p65.
MCP-1 % #35(P<0.05 5{ P<0.01), [#{X TNF-a,
IL-6 . NF-kB p65 [k, (HER TG FE X,
5L 3,
2.5 WEAE &R IKBGIE NF-xB p65.
CCR8 Fik

TPEH LR R, S kBif 1 4
NF-kB p65. CCRS8 1% 1 B 1 40 iy £l K3,
US55 2% AL A i BHIBT T NF-xB p65. CCRS #%
BN, SIFAR T4LEEr, Beshkiifs 141 NF«xB
p65. CCRS #i [ # ik B B B 55 (P<0.05); 5 B sh ik
Pt 12 b, Iesh ka1 20 w] 0] 1 FAIK NF-«xB
p65. CCRS8 & H#iA(P<0.05), 4R ILE 4,
3 g

WETH B RET R RS AT EY, R
FEET R E DO, ARE R BR, WA
o 2 R SR SN AE B L A5 0 | RS A A

AP EAT AR . AHLE Lk, WA EFE
TN NF-xB B30 i il 1 0 fik & 14 R AE
b, WA & RLME VSMCs 19358 . ik,
WS 5 2 0] BBAC R4 J etk sh ik A AR T 1
TEST I A0, INEREE 45 ALK A Fn = 40
AR, WG 220 RAE RN, BOH NI AE K
FAE s 3z A0 07 I T R I P A N S 4R
RS LR B AR, SR ML R e 4 T
fift, IR AN R 45 Sh 4 E ¥, 1 VSMCs %
RIS 5 M B A N RS DRI BoR, SROAE
PR AR L e i WL R 5 2 —, RAER TSR N
Fe AL T RE I T 8 A B st T 00Y, ML A8
N B2 R B VR LA 34 22 4 G IR 43 T
FEJEAE FAE N R P Rk B, sl ek i
ik, P-2E$EE . ICAM Fll VCAM-1 ¥J7E 45
R E EAR, P-E RS . ICAM-1 fil VCAM-1
AL PSGL-1, LFA-1 Fl VLA-4 7 h MR 24 ffd Fi
ARG A e R IR0, X BB R4 A AL A
T2 AR BT D55 1 3 40 I T I b T g5 5|
EAIMAE T, VSMCs #7557 W 46 M 41 i A
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Fig. 3 Dihydroartemisinin inhibits inflammation and vascular remodeling after femoral artery injury( X + s, n=6)
Compared with sham operation I group, "P<0.05, ?P<0.01; compared with the femoral artery injury I group, ¥P<0.05, ¥P<0.01.
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Fig. 4 Dihydroartemisinin inhibits the expression of NF-kB p65 and CCRS after femoral artery injury( X + s, n=6, ICH)
Compared with sham operation I group, "P<0.05; compared with the femoral artery injury I group, ?P<0.05.
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