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[ Abstract] Cardiovascular diseases (CVD) with high morbidity and mortality pose severe threats to human life. Allicin, a main ac-
tive ingredient of garlic, possesses multiple pharmaceutical activities. It not only exerts cardioprotective effects but also prevents the
risk factors for CVD. Allicin exerts cardioprotective effects via a variety of mechanisms, including inhibiting oxidative stress, apopto-
sis, autophagy, and inflammatory responses, regulating lipid metabolism and gut microbiota, inducing hydrogen sulfide production,
and dilating vessels. Despite the valuable cardioprotective effects, the instability of allicin has hindered the basic research and clinical
application. This paper reviews the progress in the cardioprotective effects and mechanisms of allicin in the last decade and summarizes
the methods to improve the stability of allicin. In addition, this review provides a reference for further research and development of alli-
cin in cardiovascular protection.
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Fig. 1 Alliinase catalyzes conversion of alliin to allyl mercaptan
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(endothelial nitric oxide synthase, eNOS)/— 4L % (nitric ox-
ide, NO) M HF E2 #15HF 2 (nuclear factor E2 associat-
ed factor 2, Nrf2) / [fl. 41 ZE N4 -1 ( heme oxygenase-1, HO-1)
AL R AR S A O

AN W5 e IR i R 2R R A8 AR 5 T B R (liso-
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c-Jun FEIEA I ( c-Jun N-terminal kinase, INK) {5 518 %,
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HEAE S AT LI B AR T, G A e 40 o gk ot JUL Y 2R
E ST, O O LBk 853 13, B RRFAE
1.2 W0 WLER M/ PR G O LR i PR R 4
(myocardial ischemia/reperfusion injury , ML/RI) J&.C> I AL I,
EHIFE O MRS A5 O LT 32 45000 1 S, HERRAE 2 i 4
PRR K Ca™ B EL 55 3 U 45 PR Ui i i sE T2 B4
WFoY & B AR 3R 2 AT Lok 3 00 WL 3R 1L/ 75 7 (ischemia/
reperfusion, I/R) #1455 J5 6.0 D fig, HenT @ i 7 Ca™ B2k
VBRI AILESE 3-1% 4 ( phosphatidylinositol 3 kinase , PI3K)/
H W B(protein kinase B, Akt) il il A 5T ] [l 1X k6 4
M AR, [FBF KR AT G miR-19a-3p/PI3K/ Akt {55
W, 3 B-AR I B (B-AR kinase, GRK2 ) /Wi JIE i C-y
( phospholipase C-y,PLC-y)/1,4,5- =W NLEEZIK(1,4,5-
trisphosphate receptors, IP3R) 15 5 i % i # MIL/RI™>?7
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poxia/reoxygenation , H/R) Wi | Bl K 5r 356 25 RE % 18 5500 L
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H,S AR, 183 MI/RL, 5t — 20 0E50 . AP RTINIE &
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Fig.2 Mechanism of the cardioprotective effect of allicin
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Table 1 Effect and mechanism of allicin in treating myocardial ischemia injury
SRKA TR FTHAR RN 2R /ARG BBl
i Wistar KEL,  WUSGRER (SAS) +5ME(SM) X 300,600 mg kg™ SAS+  RMHR /0 St O LB AR AR, Skt [13]
FYIPN SPEOABME R B OB sM( AR, + =kl LSRRI OAVEESE A, e O L. R
FREIVEFH; SAS+SM X R B R 2t ?.j; 84 168 mg'kgfl SAS+
DAL LA SM(K) , T Ht425
S Wistar KEL, - BIfEARPSNOILBRILEER, IS 1.2.1.8 3.6 mg-kg™'  ORGARBEBHCEBMER K ROMALIEES [14-15,18]
H9¢2 #iffl FRHE R ONLB R AR Y 4 21 d, 0 44 R¥GE, 502> CK LDH BB AT OMLALEUA 40
PR L, IR 48 3 e nT R 1 4 F 25;0.2.1.5 pmol -L™! BT OHICER ) Bax, Bel-2 1943k, 3 W K55 3
DL FO O UL AL 5 5 6 A0 T B T 1 T @ KA
R RES IR e B S HOC2 oML T2, 1
AL P Ca™ R P Pl 37 8 A, i 5t 30 42 4
TSR HAE, SO T, FCam A 1
B HLS BB R 073 1905 QR FHER AHT HOC2
B T AR T RS G 9 TR (R 738 B eNOS/NO
B Nef2/HO-1 LA AL B i 5 3m A
NG SD K KR ONAS PRI AR 14 mg-kg™, 238l RORARBEELES HS AW, AR 20N [16-17]
WAL, KRN AMUGRI MR 4525, 14 mg- kg™ 465 4 I PPREAR SIS SR 0 LA Ca® RS, 40
B o8 MMM, K35 pmsiatsa 2y L A0 WE A4
S VLA %5 B 556 12 1 1)
BI5 H,S AR
(LN SD KR PTG INK 55308 1.2.1.8.3.6 mg-kg™!  KRFRAR AR O NURESE R R R AL RS0 [19]

XK B0 U BEAR T B 47 1 1]

Ve o BRI A ILANEIT SRR G SR INK (3 S

2 RFRHER RO LB L/ P VA5 A A B AL

Table 2  Effect and mechanism of allicin in alleviating myocardial ischemia/reperfusion injury

YRR SR T HM BERIE R A/ AL B30k
INAI Wistar KK FRITFRHEX DN/ 1,88 mg-kg 'BRILAT 12 h,  KERHER MI/R B0iA SRR, R RES  [25)

RER O BB R ER IR mEazy

RS CSTBL/6 /ML, R RERIR RS MI/R
Tie** macrophages TAEL

A RN [

/R B0 I RSME I 1E

3 mg-mLfl, 10 min;5 mg-
mL™" 15 min, gk 5t
A KA R X0 ML 5. 10,20 .40 pgemL™!

T Ca™ 8 AR T 00 40 MR T AR PI3K A 549
GRK2/PLC-y/IP3R 15 5 i f A

KR B T REAS BT miR-19a-3p/PI3K/Akt 3 [26]
A ONGZ VR $45

KRR AP T R MR B 0, . [27]
0 LA B 532 B S

REAS T 30 22 B 3l O O R . CAO H 387 gl
TRRREX /N B 28 JULAR B F 54 1B s S 1] B0 L 3 ( transient
outward potassium current, I, ) B 1A , o ) P R R
(=100 pwmol - L") AEAE /N FLC = LARAE 1, Y HL K
A . HUANG W A5 F AL 8 (barium chloride,,
BaCl, ) 5 5 W5 b O BR O 2k AR A R IR R R g
A AR Y B Ay AL AR 7K -, I A5 S A0 ) 2l U 1
RR 813 QT & F1 QTe [ QTe=QT/(RR) " K& 1E % 5 K
TR BRIS PRI L FYE538 3 ( L-type calcium current, 1, ) i
FEL I R, 348 0 PN [ 3 3 9 38 3B (inwardly rectifying potassium
channels, I, ) 1Y HL T 2% B B IR AT R 1 (Kir2. 1), 3
il L A8 8 (@l C) 3k, Ml Cavl. 2 58 36 X 55 & 1
eIz R DA R Y A, KRR E BIIE B AE I A 4K
MR KM QT Z8&1F 3 &l (long QT syndrome type 3,
LQT3) H* AKPQ-SCNSA G748 i 4 i) i 303 ik bt 3L, e el 344 o
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Navl. 5 TEA0ME R b 19 53 A, B AR G 300 40 vl Bt/ e O 0 v 37
(I / Do p ) O RAERT LQT3 (IR AE AT AT I,
KR EREE M 1 1., T, Cavl.2 Navl.5 2558 Tif &,
REBCEHR DRI, ILE 2 3 4, RMTRFRBEER 240
Al A AT 1 -3 3 ) PR AR R, DASSR Bk e i i A KR
PR Al 75 0 o 5w A B AR ORI T
A,

1.5 WEFCHUIRE o0 U TR 2 G EXS M i 3l ) 2 48 1 o
IR L, 0 1 SR I E B IR 2 1 LIX H
SR S B A R 3 B 0% 3 1o T S A I B R A
4 (reactive oxygen species, ROS) | A L 2R e W)
(thiobarbituric acid reactive substances, TBARS) 5% 1) 7K 5, 1%
A B KIS S Ak ) B ( glutathione peroxidase , GPX) i 4,
PO Nef2/HO-1 28U 85 - 3 ok BT S A B 49 , 31 1
Ang 1755 8.0 U BRAE R K20 WLEF 44k, B 1k 0 LA I )
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Table 3  Effect and mechanism of allicin in mitigating myocardial fibrosis

SREA LR S5 H N TV EN SHEAE I AR 2% ik
] Wistar A B SAS+SM HL L MLEFAEAAE 75150 me-ke! SAS+SM Kbl T LA Ealc 3 O WU BE K BUIERISE I O LEF 13
FEHHURBRIT WL 14 d B A2 Elacd

A Wistar K k-9 NS ESup N RRY

HARFIS TGF-B/Smads 55
SIS

b KREFEAROH  HEKRFFHEX Ang T3 0.2.1.5 pmol - L'

JRET A0 VAR 0o JOL IS T 24 240 L 2 7
B o U SHRERISENA R AR
BREHTO ML 4 A6 1R T 4wl
fEpLH

RELPNS. ESORED e
MEFR BLE O E 1525
5%

INEPN & SO pN RN}
LF4EL R MAPK1/2 1 MMP- 352424
8 FkMBEIEM

VRO KRB B IR A T
RYEFIRE R R B OB st 2y
L SR

ki A ek 5 1
TR

g SD K

(LN Wistar A f

1.2.1.8.3.6 mg-ke ' HELE
REBEIGLFAEALIOSE R 21 o, M EE B4 26

14 mg-kg™'FELL 4 B EH

KR HA MBI R DA 4 & 07, [29]
X—ERIH RS TCF-B/Smads 5 Sl B A X, K
R ZE A i I TGF-B1 Al Smad3 ik, K Smad7 %
IR D HIABE 5 £F 4 i &

AR T B E I B Ang RIS BO0.0URLF 48 [30]

AT, A0 LIS T 24 40 i) LIS T 20 0 f 5 4k, K
FRRE IR AN MU 4E 40 K3 1 i, X —
PERI SR K 3. 1 ROSE PRI TE G, I 3 3o 9 48
K3, 1l RIA M S0

KA Z AT AE A0 CaMK I1/NF-B {55588k [31]
TR IR 5 |8 1 1 485 Al 2 2

40 mg-kg 'S 8 JA I KERAR BECE R IR K RO LA e HHLRITRES [32]

i MAPK1/3/MMP-8 {558 H 4 5%

4.8.16 mg-kg %L 28 d, KERFE AT LIAROLAY O LA T- RIS ek [33]

K4 GFMRUEE DR B L

Table 4  Effect and mechanism of allicin in alleviating arrhythmia

SREH SRR % H

EETIVOIEN

2GR /L S 30k

41 C57 MR PR RE A/ O ZE A 10 30,100,300 pmol - L™

L LA
Wistar K, K

Jrb 1, (g

N2 T RFR R X IR A R

4.8.16 mg-kg 'iELE 28

TR AR N RL LRI R 1, [37]

AR W AT A (Kie2. 1), i LA [38]

RUACCILANE  PORETRIR B ORER R, a, 16 1 125,250, 500 AR 1 (ol C) FRIANS REMRE 20 (FOBR IR R L%

IR AT RE R DL

TR BE X BRSO ML
A0 Cavl. 2 38 F3k AR

pmol L™
&b SD K RREAL
L4
1k4h HEK293 411
1 AKPQ-SCNSA 2875 5| A i 1
L AR I

0.000 1, 0.001,0.01,
0.1,1,10,100 pg-mL™"
BRI RS FE X HEK293 41 30 wmol L™

FFLOHRE RN

KrE T Ca® 5658, M OME Cavl. 25 [39]
i, BRSO HR R AR

KR E AE I RE A AU AL AKPQ-SCNSA %€ [40]
LR A N TR N2 N 112 29N
0. 94%0. 04%[% % 0. 32%+0. 02%

D RERRAFAY & . BA L% F A 3 3 bk 4 28 A
HELO UL JEEREAY | e K 35 PR R . 45 e AR 70 0 2 &7 3K AR I
Fe 3 387 0 3 WO T M 7 28 A R Al 6 | BTG 2 Aol
HILAE JE AR 25 4 s 44 K ( brain natriuretic peptide , BNP) & B-Hll
FREE [ F 5 (B-myosin heavy chain,8-MHC ) /K, $1ll ] [ W
FEE A ME M FEE A4 3-1 ( microtubule-associated
protein light chain 3,LC3-1I ) Fl Bel-2 [F] ¥R 4544388 H ( Bec-
lin-1) A 1 2R3K X HAE AP HE— 250 50 % LR GR B R
T PO PI3K/ Akt/ T 5L 3l 490 75 1A 25 2K HE 4 11 ( mammalian
target of rapamycin, mTOR ) Fl MAPK/ 2 fd 4M 5 & 7 4 i
(extracellular regulated protein kinases, ERK)/mTOR {5 5 i
A W B O LIS R, B, KRR W e
B IR Nef2/HO-1 {5 %5 38 #% & mTOR {5 %5 38 %, K 4%

PRI AR 19 Wt B 1 P DT 92 g B JULHE R
UL 2 3R 5, BRI BRER TE .0 JILAH B IE K, 9
HRMC UAE JE 5 T A 5 0 0 1 2 28, E % AR LA f) 4F
EME LIRS

1.6 HAl BR ER2GEAEISN, KEs R X R 151z )
RO 988 245 ) 5 | RS 1 0 JIEE A0 0t LA — s 0 LR AP A T
FAN Y Y S5 050 BB, RORRHEER AT 1 I [ & 713832 3 R
SO UHE 480 AL 9 157 {1 B ( superoxide dismutase, SOD) 7§k,
LA IR o JL 200 B b i 0 48 1 A48 L 32 0, S Vs Ak FTIE
RSBV F 2 A 1(slient mating type information reg-
ulation 2 homolog 1, SIRT1) 38 5% X 3k #E F% 5% K F 03 A ( fork-
head box transcription factor O3A,FOX03A) HIBEIR L , PR
SO LA A2 AL RS D B A T, R R ST
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Table 5 Effect and mechanism of allicin in mitigating cardiac hypertrophy

Eoead EXRiEd L HE

BETI VU EN

ZHIAE /AR AL 275 3k

3] SD K KFFHEN Ang 1135

YL UL IS Y 520

RSN Wistar KELHTAE DFRRGBER X0 L

180 mg - kg™' ¥ &k 8
JE AR

5.10.20 mg-kg ' HELE

KRR A 0 5 Nef2 PRI Sl [43]
%, B O WU IR %Az B kO UAL IR 1
LS RE R A 14 2

REFHE T LLE T #00E PIBK/Ak/mTOR — [44]

KEURACO AN AR D HEGRI RIS 4 8, 16 M v 45 25,50, A1 MAPK/ERK/mTOR 5 538 i 410 i) F 1 of

I 22 [ ) 55 2

100 pmol -L.”!

L RERCpL eI WY

YU R——Z R LR —F) UM 2y, Bk T H A
BT , G R 1 52 S BIR A, K 0 2% A% 368 o 410 1

6 R B UGE DAL R4 A9 FH B HIL

Z IR R BRI R S A 1545 | 200 0 T 0 SR BT, K A
X BER R LI 2 & 6,

Table 6  Effect and mechanism of allicin in alleviating other cardiac injuries
SHXR L HE BESI VS SEN 2GR /AR L 275 30K
SD KRR WFRFFAR B R EIIBIE 4.2.6.3.12.6 mg-kg™!  REMEEMIE Akt Fl SIRT1 R H FOXO3A 1y [45]
BIRBLOC VRIS K g 7 o, Mk gz BRRRA, ANITTER 7 R RO LAT I £ S 5 ) 3832 Bl vh 4
HoorHLl SZ A S R A A
it H O TREREXMNZ RS 10,20 mg - kg g RerHMEREAMEM NS LR P H TR [46]
N RO EREE RS R 14 d,HEHR SEALT ML TR SN

T S A A RN (R 8 7)) .

2 RERBRE X A R E
2.1 prshfksekeEfe R QR R S KRR RE AL (athe-
rosclerosis, AS) E MG &Y, AR A, Kirdi &K
A5 R AT v L 1 K £ /)N B4R P9 8 I ] B2 (total cholesterol
TC) JH it =P (riglyceride, TG ) fI % B A5 2 11 IEL [T B2 (low
density lipoprotein cholesterol, LDL-C ) £ |y 4% i AH &
RS R A S AR | SR SN | 1L A8 ) g e A AN 3l
WiopsZE ) LIN XL &5 B0 B SE K B, K R e A8 i 25
I THP-1 W20 M IR Y60 PR 40 B 1) TC KT A1 2 200 i A i
(| WA AL , 308 Ao R o S A A 184 B DV A8 y ( peroxi-
some proliferator activated receptor y, PPARy )/ X Z 1K «
(liver X receptor alpha, LXRa) {55l i, 1-i# THP-1 E KE4H
YL L VR 40 B = B TR R 45 5 & 5% 151K A1 (ATP binding
cassette transporter A1, ABCA1) i35k | 320> THP-1 JUiK 40
HR AR BRI, X R R AR 3 i o A e A ARk —
RIS S L, AT 2o S IH T B 35 T 25 5 AR 1 2 (ste-
rol regulatory element binding proteins 2, SREBP2) [ AL % J&
545 1152 7K (low density lipoprotein receptor, LDLR) FJ 3%k
040 4% P F 1o hepatocyte nuclear factor 1o, HNFlar)
AT H AL R ST B 9 (proprotein convertase
subtilisin/kexin type 9,PCSK9) Bk , KIEMEIMASVER ",
FIESE &I, AL =z ( trimethylamine-N-oxide, TMAO )
WRALHE AS B)—FE BT fERA R  TMAO MU 5 RAE
N AR R, S S IR ERAR TR IR 4 e
LR/ AE . WU WK 265 PANYOD S 451 # 5%
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RN FERGFRER B S Al il /N BRI 2K 5 T
AR A e PTRA I TMAO AYBE ST, B 1k TMAO 515ERYZh
RoRFEREAL, 5 b ORI R B e N S i e
JTERA R AT AS FERT, DI 3. 3R 7, B FRfE R R
Z AN PRI R WE DR O B Sd e AS Y3
BERR . W IGRBER TS 7R, KOs MR RRAE R IO AR
PR/ NS LR KT SO A IR T LY, T RE R AR A 1R
IEARATAODCAREZETL KRl R o 38 3oL A L
JPRERE, KAFHL AS EF, A REIE

2.2 HiEmiE SR CVD EEERNEZ — Bk
CVD BHABET- MR W RS DF R KR B
ek LR PR T T 0 o 0 R A6 10 AT 48 T & i T 2 eI
10% %7, K538 RE % B AR /1 T 2 B JUE % ( chronic kid-
ney disease, CKD) '® J 4 IR 9 ( diabetes mellitus, DM ) *"/ fif
SR AR ML, WF5E N 53 B T 5t ZE K A7 5 7
RS 45 T 8 mg-ke™ B K FRBEE , 45 31 R K
BRE XA AR MR AR AR R ] SHR
PRI IGR R B 2R 25 SR 25 25 R FE R TR AE T LA
S5 WR IR IR A I R K 4 25, Rp R W k% =
H, S A B, S5 ML (R 5 AR P 2 R e AR 1 B P o K
HE) I W AR SHR e e T sk k. 70125 25 0F
FEH R IR RR PR AR B4 A B ARORSEE 1L 38 9 5t A T2 1t NO- 5
F iR 2 1k i ( soluble guanylate cyclase, sGC ) -3 B fiR &
(eyclic guanosine monophosphate , cGMP ) | i 51| 31 % ( prostacy-
clin, PGI2) - IR AL (adenylyl cyclase, AC) -FREE R IR 15
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Fig.3 Mechanism of the vascular protective effect of allicin

27 KEFHEDU SN KR AL VR A AL
Table 7 Anti-atherosclerosis effect and mechanism of allicin
LAY YRS LR H B st 2B /AL EEP N
KN ICR /MR EawN 2N i (B 510,20 mg-ke ™ HL O MRA LS KERHETEN —Fh AR BEGR R [48]
12 T, B 1 Sh R R £ B 2 A
kW MR 2K ORFRR R RE AT S IR 10 mg-ke ™', 40 R4 20 4 KB TR B T I E BT [49]
Ff B LR B T 350 A e S8 A BT K SRR A | I SR R R 3 Bl R

RIEFNN K Dy RE B

k41 THP-1 4iffa W IERHH AT THP-1 H 5 g1 KR o S PPARY/LXRa S, - [50]
IV 4T U5 P9 S 200 B B T 5 AR A T ABCAL 19 3% 35, i 3 IR 1w A0 3, 0 D
JIE (T AR 3 AR 56 3 R 2 3k 1 5 THP-1 YR AL ¥ i o A
M, 5} A R 40 3 % THP-1 B
IV 230 AL A 200 ) 2

AN HepG2 4l BFFCRFRHER XS HepG2 A 200 pmol - L™ KEFHE @ 0% SREBP2 |4 LDLR i [51]
LDLR Fl PCSK9 F3k i 3k, Mk HNFla T4 PCSK9 HyFik, k1%

R M 1 P

KN C57BL/6 /MR WRIGHEESEL I 10 mg-ke™ %52 6 1, HAZ TR SPGB A LREAB (53]
A 4 3R Ik 2D 48 A L-carni- I K I T AR R A TMAO YRR )
tine 4k} TMAO

(N2 CSTBL/6 Ny HRIVEAR IO KSR E RS 10 mg-kg ' HE2E 2 A MEH A,  ARKEHESUERSI EANRBA [54]

ApoE TN
TMAO B

R AR YR B
W KA AL

10 mg-kg ™% 15 Jal, B 424555
mlL A£G (RS T 48 mg KRR
R)ELLH, Dk

ST 0 Tl 2 0 T 2 P A
TMAO , I 1 22 1€ PO B35 1 2 9 ApoE ™ /1ML
BBk HEAE fL
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(eyclic adenosine monophosphate , cAMP ) 1 [N 57 Y5 M4 # #% £k
F (endothelium derived hyperpolarizing factor, EDHF ) i 42
5, Hif H,S 25 7 NO-sGC-cGMP  PGI2-AC-cAMP 3%
7 0% A2 EDHF #f2, FREFR DR, KRS
I A FE B R T A S 1L S AR, DAP Bk i T 5K

F 8 RORAE PR MR AR AL

Table 8 Effect and mechanism of allicin in treating hypertension

JARYT SRS BT, DT A il s AR, UL IRT 3 3% 8, mUAR
RFRPRE A B PR LA AR IR R L AR
BIPLRIIT SR D BRI 55 H,S AR AT L A 7 9K A 4%
R A PR A 22 A, S i e H A A e #ET is af  A FHAT
w2,

TR SR L VRS 25 L S Xk
2555 B BRAKSAZEEEICEMERE 25 ¢ BOEIRIKIRIE  KorAR RERp MR rs IR A5 5 0 , JUE SO A [59)
BikH IR BoaRk , R4 24 BUIRA 15— 015
Wistar KBl BRREKSHE IR MEFN 8 mg- kg 75 4 0, M KAHZXHIOR IR0 Wistar KRS ILFEA FEIUEIER  [60]
Wistar 5= L A9 9 A Hehdy
Wistar KB KSR R HAET R 40 mgkg™ WAL KRBT SR A L1}
CKD ¥R
Wistar KBl BIRCKHSR IR B IR RL 8 my- kg™ 752 8 Ji, M AHHE i RERHEIR ARG LR 037 A 2 [62]
s AT RERLH A2
AR BRRRAE AT ERK 7 14 meke™, MkaE KRS I AP PER H,S HLAIZ B A R0 [ 63-64]
TRRRE BURIF R P88 TR R RO R TRAE 4 4 JR WREIESIAZE AR, BAh, sl o0 L 3K A T 4 2 A M

MBS B A (H,S) ACHITER]
HUH

TR A ) B A 1 8 3K L NO-sGC-cGMP  PGI2-AC-
cAMP FI EDHF i&f2 /%, Ho H,S 24547 2 fhik 4k, (HAS
5 3Rt BRI A AT K E BRI T HoS AP

2.3 RYE N AN U N R AN M 100 A s R T
JZ AR, N B AR S PR T D LR I A BE R RS R A, T
BhIKEE AR AL O ROS J2& 585009 Jiz 40 i 45 13
Y GHER 5 BFSE W R R AR W% 3 2o B> ROS 17
A R IR BRI AL R 5 [ poly (ADP-ribose) poly-
merase, PARP]IBYY) & Bax i85 13635, 30 SIRT1 A4
IRk, R B ik N B2 4118 ( human umbilical vein endo-
thelial cells, HUVECs ) 2 57 i & b & ( hydrogen peroxide,
H,0,) 15 3 1 Ak B A8 405, 40 i 2 1k B i v g i
i, A ALK % I8 & H (oxidized low density lipoprotein, ox-
LDL) RERS I M4 Y B r BT S8 A 6 P, 5 5 P e A i
TR R BEME N ] ox-LDL 175311 caspase-3 BY 3 IE  FLIR M
S (lactate dehydrogenase, LDH ) 8 B it . ROS A4 4 A% I
NADPH S L BE 3G , i i ox-LDL 75 ) HUVECs 41
LT 42 85 HUVECs 400 09 40035 511 . 16 55 — 1k 58
Hh, JRR R 3R BE RS 3 I IS 22 B (lipopolysaccharide , LPS) 75
(9 HUVECs B4R ML 77 , 08> PRk A X LPS 375 &9 HU-
VECs MFME L2 NF-xB 45 (95 F &5, HO Nif2  LXRa (935
IR IR 38 5 00 T S L R ) e B i FLBTG Nef2 {530 %, s
/b LPS Y519 HUVECs 19 UL RE IR A 17 . WANG
S LA TVHRGT T KRR ER X b/ i AU T 1 R B ko Bz 4
T 05 F AR 1 R B R AL, 45 2R Sl R B R e s 44 o
TR/ B4R T 04 3 2 Tk P R 200 B 1 4 R ) IR A L P
ROS 7K - # il 8-5% £-2-M 4 % 1 ( 8-hydroxy-2 deox-
yguanosine, 8-OHDG) NF-kB NADPH %A {1k 4 (NADPH oxi-
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dase 4,NOX4) I %8155 5 A T-1a ( hypoxia inducible factor-
la,HIF-1a) M 25 H 3 3k & 85 H # B C ( protein kinase C,
PKC) F3E T , A5 i M/ e S0 RS 1) PN e 2 LA 4%

RFFIRER R T REAE 982D S A 380 RS 14 10 A8 P 5 4 i
I8N, PUTRT A Y 457 BfF 5 I8 3R T ) A
Hu 3 IS S AU EER B KB o A8 A AP L I P R AL 200 A )
B o KRR R 1 IO JUE RS P2 A S O ok ot A5 14 1 75 2
BE Bt O RSO P B 20 B 1) D R 3 3k 19 o /N P B2
M FE I 73 F-1 (platelet endothelial cell adhesion molecule-1,
PECAM-1) F 133k, % Ang T1i5 S (9 RS0 M Ao it 5 9 B
T REREARE LR E T LIU D S %7 B KGR R
AEAE SN ALY SOD | NO 7K ; BRI 175 7] 424 I 22 ( ho-
mocysteine, HCY ) , N T ( malonaldehyde, MDA ) . Ifil 3% N i
R (ET) KB ET/NO H; N 3 Bl bk v SE AR 12T 448 41
H: K HIF (basic fibroblast growth factors, bFGF) | 41 Jifd [] 2 ff
43 F-1(intercellular adhesion molecule-1,ICAM-1) ZE Y4 H %
3, DRAPIILAE PN R A0 6 32 v ~F e 20 LA 7 | R ) L6 PN B
DIRERRRT . ph T UL, RRR R 3 T B 4% Nef2  HIF-1a
B NF-xB {5538 5, k2> ROS AY7= A=, 3l 10w 3 P Bz 40 i 420
ARG RN A AT ST, AR4P NV A R S 52 & A R 5 R I
Hi0s, WK 3.3 9, LIRWFFTAT R BN, Koms s & 0 M8 A
B ANMA A B R PR VR T (E LA R AL P B A S A
0LV UL 200 B i A5 2 A 4 L, R0 2% I 4 9 L
2 i i 1 A LT 4 A L A R A B DR AP R T B R AR AR
YEHIBIBLI A R 5T
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Table 9 Effect and mechanism of allicin on vascular endothelial cell

SR PRiEd SR A A2 RO ZHEAE /AL S 30k
& sh Wistar RELOHE  BREGHAEXOIELERE 510 20 mg-kg '3k 4 SRR PRCAM-1 g OBERLE KR [67]
MM BN OBEROM A R AT RE RS R B S 252550, PRACME R A PO 1AM DT RE
100 pmol -L ™!

&5 NGRS RN L A EET 5 ngomL ™! K75 K WL WS SIRT fR " HUVEGs %% [68]
V9 N B A 52 200 5 22 1 5 ) H,0, F S0 SRR i A 4n i 1
VAR SIRTI ZEM G A 1

fRsh AR AN BRI A IR 1,10 20,40 pg-mL™! RERE B HUVECs AR A0 SRR B [69]
AR TR AL 3, 401 H,0, V5RO A0a g 1=

b IR B AR BRI R X AR IR 10 30,100 pmol - L™ SRR T A T AR R R [70]
B LA P AR 5 AR5 BE N 1175 P 9 B A B

b NBEIRA A BPERERE XM IEZHE SN 0~40 pgomL ™! KA ETE T SR RS BERE R A N2 3 [71)
NI R IK P 52 240 9 B 7 FH I DR 2 W1 A B AR A B 2 R 5 R TR 6
HEHLH I ST

N7} PN B L4 ST REREE R E BE RS 10 50,100 mgemL ™! KRB AT LA IR B IR S AR R AN [72]
b R 20 1 B AL AR A B 2 1 A S AL Ay 6

b JFRUNRESIB R GERARA FR RAE 10 pgemL ! K B A B i FEAIE 8-OHDG NF-kB Nox4 Al HIF-  [73]

P A S0 E Bk P B 4t I A 403 A £ A Lo R FIKF ] PKC BYTEPE , 03 w b/ e 5|

TP B AL R P Bz A4 1

NG Wistar K BT KRR SRR 6,10 mg-kg ' 40 6 JH,  ArMERREMGIEEIbERIE S AR E  [74)

S 5 | TR A R B S 6 L8 PN
AR R IR R L]

RIS 4 25

A, 15 ET I NO B, 2 I R % T R il
i e I R ULAE 5 A 79 B2 DT RE R B 5 B

3 RERGRRRETER Tk

KFEPE (allicin, diallyl thiosulfinate ) fb.2%: 44 R TS TR 3
B iR g, 5 730 C H,, 08, , HIXF 4> F i it 162. 3, CAS
5 539-86-6, KRR A2 KR T I SR ELE R AY AR R R
PR TR PR, BRI T A DG RIF 58 B R R T
WANG H P %57 % 5 0 K m /K B8 R 3 3 e i 1)
RIAT TG, A R R KGR 5% pH IR EZ S5 H R
M), 7o R JBE R R R R PO ARV B2 R R R . BB R K
22 A BT R IR AR R BT TR B B e AR K24 M A BR 2 R LA
FRER SRR ERL, RS T R Al KRR LAl =95. 0%,
O E =W N7 & i EL 21y A

FR B2 e R BRUR Al BT, B AR e Ve =2 A1, W5 N DK
PEBRRE B KSR R T 2555 R 5 7 24 IR 217 i ) FH 24557
2T BOKE H b £ R R n R AT R R R
1% 24 5 OBUZ B its, S 2 B AT R 20 45, i 4 KR Bl
FRTABLE 5 FIIRAEDT B 53 He o SR o B I 28 i ity
PR B EOAL T e ) AR e, T 8 R 3 R i AR AL
F 5 SR R R s 2P A 7 Tt A 28 )22 4 39
B 2R R RERERR e W b i R L it oA
R ZIR I =2 RAMI IR AR BB KGR 22
Who BRIy B RERETE A N FAT B 77 W R R
T HL BB A TR R R AR R M 22 (W IR AL, EAMIT 5T A
7] SR8 b A KRR | R R R R T A1 M B e 8 oK R 25
QURBPRMABORGRBRR | 0 8 7 R K BORE , AR

T RGRRER (R M AR I T R 0 2 B
L b, FIRTZ 08 5 B e 8 R T A K A £ 3 2 nr
PR/ TR S Il — T ) 45 T Be b s Ko R R e e
4 N ERE

CVD 50 R R AR AL e i OB, Zh 2Bkl ok TH
REGHESMZTEIE T, R ER HAT AL R 0 0
MR T I IAE S 5T H,S AR R A O JUE A | 3R
R A B 3 Tl A R T LA AR 2 i 2 B T
1RYT CVD Jrim B ) i T 5, AR, KA R
TR 2541 3l ) 2 FRAH DGR S D KRR HE AR Y
T HAE G POR L RS G i i i A M IR S 5 B
FLRLAAR 250 HAHRARTIE

FROCIRE R AR AR B, OB A R Y 2 .
PEIIY , A CEAT MU PR AP 1 i LG O I 0 B9 6
5 R R EA—E IR AT R B DS (5 T R iR
9L MU BORIR T 25 AL B o Jin s of ACRR B 25 BR AT ]
B AT, BB B B G 8 4 4 T B A S AE I PIL TR
AT RGFBRER W G & G R, W62 CVD B3 1Y
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