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[ ABSTRACT ]

sition, fibrous hyperplasia, calcium deposition, etc. under the intima of the affected artery lesions.

Atherosclerosis is a chronic vascular wall disease.  The clinical manifestations are abnormal lipid depo-
Its initial link is re-
lated to endothelial cell dysfunction, which can be triggered and aggravated by different risk factors of atherosclerosis, in-
cluding oxidative stress, hemodynamic abnormalities, endothelial cell senescence and inflammation, etc.  Exploring the
This ar-

mechanism of endothelial cell dysfunction is conducive to the discovery of potential treatments for atherosclerosis.

ticle summarizes the mechanism and research progress of drug therapy for endothelial cell dysfunction in atherosclerosis.
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BT T SEAABTT A AT | B fe At 7T 0 3 5 4K
7745, HAE AP A B i A S ED W 2%l
SEAERAR R TR T e ] AR B AR R
(oxidized low density lipoprotein , ox-LDL) /£ , ¥ il
W B — & 1k A & B ( endothelial nitric oxide
synthase,eNOS) 7% 1 98 /> B B & A= il 45 DL SE 81
Pl 18, b 7T 28 25 W ] AR i A Bk R I
(angiotensin 1l ,Ang I ) 55 ) ED, @ 4G H0 A fL )i
I — 4L A (nitric oxide, NO ) AE Bl FTR K
AMLPA TR BFSE R B AT AT AT 1 eNOS
FEIRIFXT ox-LDL 1755 B9 A BF 8 ik P9 K2 48 B ( human
umbilical vein endothelial cell, HUVEC) E. 75 $T & 1k
PERIY o BIFEARATT 3 At VT R D AR At VT 386 48
PR AR 35 410 1) B AL 05 = 7Y EC 3228, AL
95 S ] eNOS LB AE B I35 I 1 (silent infor-
mation regulator 1,SIRT1) M i A AL AW 1K1k, I
S TR B A T RAE . DFE R, - fl
T T CD36 AL 1M 1 ORI 5 E 1 E
FEPR R BR (apolipoprotein E knockout, ApoE_/_ ) ZNER
As FAERITE I, IIRTIRR AR AE T o 7E As B Ab O
MAELSRANRYT I R AT 2R 259 bR B e A
(el it & | AT ek AR R A 1T A A s B 9 B AR T
AIEASS  ZEIE S RE T, eNOS FT P9 Fz 4H 41 A f4 7
PEXIIR LI, 2 eNOS A WG PE RIS ), Wi IE
WEWLEE 3 3% B/ 11 B8 B ( phosphoinositide 3-
kinase/protein kinase B,PI3K/Akt) {5538 1% 18 1o 417
il Rho AHJCE: R iE 1 il 2 119 ( Rho-associated
coiled-coil containing protein kinase , ROCK ) 1 1% #% i
W AR R FE AR O E R PR sk X 2h
REAEA R ) 1M/ 2R B, 38 i 28 v % M AT ek
¥ ED, &F 5K LA IR T H BRI RE , NI TR As 19
R,
HABYA T 1M i 25 % 4 DLRe 2 25 W) 4 D i Ak
Wy BRI T MG 2R o ( peroxisome proliferator-ac-
tivated receptor o, PPARa) AL BN 38 2k IR R R
TR L B PG S I TR AIC TG K, B
As BB B, EC iIEB 25 BEb oo A2 LA IO B,
e P 2400 fa B, T FE 3 DLURR AT 2
HUVEC H I & W J2 A K A F (vascular endothelial
growth factor, VEGF) i § 1) EC i #, JF H I 1
VEGF ik , {2 b 1 A &5 5k o ol e ml UL, 98 95 i,
RS2 W] 3 5 P I AE N BB B ] As Hh ek
T Bl i 45 TR 55 45 1 BC Zh R, 3k & %5
Pt As FEH .

2 iRz h=ERE

EC 2§ TARBT U1 TPk 3 19 1 i b i 15
As PSR SRAE B Ik o3 AL Bl il ik 7E 4R 5 59 D)
I /7 (oscillatory shear stress, OSS) F/EH T, EC Y
RAV AR, HET A 3 9 HE RN, A A 4 22 20
5 EC FhFH . FE EC K HRAE S, BN R
(reactive oxygen species, ROS) [ B il 3 %Ik eNOS
FINO [97KF, Besh, 0SS iS4 4 41 i K 1
LR 1) 23k, B4 H 40 Z 18 (interleukin-
1B, IL-1B) FAR AL 1 1 FlmE R A A
B1,JifE ED,,

Kriippel #£ [ - 2 ( Kriippel-like factor 2, KLF2)
I 3 AR T YA S B, S A it A
TE IR AR i Sy 3k 3k A | AT ¢ 4 22 48 i 0 1L 5
PRPVER BT & B 0SS 3 T KLF2 [y %
ik i E 3R KLF2 BZABOA S JE BT As i J i
TR PR, TR A B KLF2 23K 1 254 7T Bk
T As EEE, WM AE LW 0SS ¥ 5 1Y
KLF2 &3k, 847 eNOS 15 M1 NO 1 A B4 il ¢
SE AR AN SEAE L G BBh S G & sk
W & 2k 30 ( G protein-coupled estrogen receptor
30, GPER/GPR30) LA b 3L 1R i 32 2 R R 52 14k 2
(hydroxy carboxylic acid receptor 2, HCAR2/GPR81)
M5 S 1% 5, 20T 240 M AME 5 855 B4 S (extra-
cellular signal-regulated kinase 5, ERKS) {55 %,
BEAMH] 0SS i FHY KLF2 Rk TN BFFER
BRI BRAZ A 1 B2 A2 F 2 (nuclear factor erythroid-
2-related factor 2, Nrf2 ) jifi i NADPH 48 1k il . eNOS
FE AR LR AR AT AR 1) ROS AL 7 . A
T Nef2 BRI KLF2 A3 2 4 0 R R BREAR, £
5 EC HEHF kB (nuclear factor-kB, NF-kB) Fll%%
SO T 1 IR AT A R AE & A, PRI KLF2
FINef2 S22 EDM ) B An g DG RO LA
HRRR =W, B LL KLF2 AR 7 sB0E Nef2 JF:
WD EC B AR AR, 0SS X EC WA
AWELEH, il eNOS FHBERIE6E EC AW, 17 H
W —E PR EARIP Al s 2 T X O IF R As iR
SYEY AR it T OF ST A, (0 BRI Y IR 7 HE— 2P
WA

£ bprid,08S Al LI BE EC HFE R TR, 54
EC 458 FAZ ARG M A5 B R VSMC 1A A
A3k, W INE As, 78 As JGI7 BOIG PR ATAFSE 0 , 38
2P B R T GE 0SS R ED A A
W, B, T2 259 | [ ZE 7 B (resveratrol, Res)
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SRR AENR BT SR W R B b A IR /N o
A FEAHEH K (glutathione, GSH) | JR iR  AHZT K Hf
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HMEPEAERE R BT A AL R 0] 5 LA4EA: R B 4
AR C B HBEYEAER K MR 2B AEEKL
B AR, A ERTNER 1 Fos

® 1. SMEEIERBRTELTIRENINH
Table 1. The antioxidant mechanism of exogenous

non-enzymatic oxidants

Fiok R PR TCHLH
o " TR A 3 98> LDL &k, B ik
EEE RERE i o e k2

W4 ROS, I3 eNOS, 41 il LDL
i Ak, [ i Py IR P AR
i

CIR &2 L R N G k=R A7/l 53
AL B it E AL S B A E A )
s FAEREE B AL (4EA 2 E O
C) WIRZS, I /E W EBE KB A
i

R AIG TR] 78 2 B 40 R & o, 34 Jm
GSH &Y

TG B AL, I 4 Pk 5
TRV WA 445 39 44 2 i, 00 ) ot /)
B4R  BHWT NF-B >

#$#AZE C

EA) Res

1 LDL AR B AR 8 (low density lipoprotein)

TENTTA T A A, N-Z B~ e 2088 (N-
acetylcysteine , NAC) YE M T & AL B 8 Al IR iG Y7
OB G, NAC AR e R A 254, 1
OB R i SR R 3 s B, 38 v 5 T A
BRI AT 3G 0 40 L PN 9 B o I R P, AR R
PoE->f: B 2 IR % 42 1 ( glutamate-cysteine ligase , GCL)
ML GSH & AR P OCHEIE Y , (H BB B 1 ok
SEA TR AN, T ESAETE & — R R R ]
T A B A AR AL, 12400 ot R U /D 2R A i 4
BB Ang L5119 ROS A1, AR D0 149 7R

Frde it TR RS

BN ORI AT A8 A ) 38 i A [R] A AL 7
BB ANGYY As HPEE ZRE A, X LEaH5 .
il LDL 424k 3> ROS Az FilBli As BEHRIE 1 I
/RS HEBR SAAZ AR 2 ED AL A &7
KA,

4 I &K

BB T I 9 s AL a1 BR A5, ED
SRIEZAIME AR RZ BTN, KT RAETE As
KA KRR AR AL, B AT E 28T TR Z00F
G, R G RATE I TEL4E TL-1,10-6, HETHESE
BB B AR AH OC T 45 NOD FE3Z 1A 1 3
(NOD-like receptor protein 3, NLRP3 ) 4 AE /M A |
CD40/CD40L FlESi i RNA %5 7E As (& 4B &
JE R SCHEIE . A 25T 2R 2551, 4
RS 25 ) 1 UE S T Ao £ 0 E [ e i s | B IR TG
P07 AR [ P K -, T i v 2 I 4 1 JIEL [T K
V-, W EC TRE, 0 R AE RN, K AE BT As
PR,

KIRAL B W) PR T T3 A W Bl 42 48 5 TE 52
LRI AW N 22 % F (curcumin, Cur) Res \ K
AEIEE (geraniol , GNL) &5 | 3 1 A HE VR 5 0 5 NF-«B
IR EAALEE (cyclooxygenase , COX ) 7E PN F/) B 4% 4
BT I S0 SEAE P R IR FURE I, R EC 1Y
Witn, MR AL, Cur 55 Res HIBCA N HEAR DY K
HPMYIREA SO D S AE 2 A % 35 10 RO B R E A
JR BRI, BELIE NF-wB % £ M T 28 fiff 9 R 27
GNL J2AFAE T KA 5 APt MBS A v i —
TG, Al ad i AR 2 40 i R 7 3R 3k s A0
Jito [6] 25 BfE 43 7 1 (intercellular adhesion molecule-1,
ICAM-1) 1 IfiL % 40 B 26 Bt 43 7 1 ( vascular cell
adhesion molecule-1, VCAM-1) 17K, B %Ml ox-
LDL B 9 AE N, [RIA, GNL 3% Nef2 {553
e, DEMTHI ] ROS 9 5B SRAE IS , BAT RS EC 1Y
PEFISO) B2 Ak & 0 B 0% 3 ok 400 o) 5 A 197 ¢
TR AR R 0 B o A A 22 i A T T 4
B0, 0 2 RRARIRE Lo S As 8 i KU, . BIFSE
R INETRZE 8o T 3248 R R ) A K 72 1 fie
#E PI3K/ Akt/eNOS 3 #1662, B, Al 5 bt
REGVE R H FHPTR 253N COX i 1% , BHLIKT 4=
VO R AL R i 51 i 2R 55 A AE A o R L, A T 410 7]
SN G FR E RITG , B ED'

AR TR AR T i L RAIRER ED 5 RAE
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ZIAIRY S IR OC AR IR I B 2 S A DG DR 1~ By LA
PEHIBLE . R, R IR A& W R BT 5 ¥ ) s £ i —
AT, LU S B 22 5106000 ML 45 00 O B R 2500
AN RGP 25 5 R i B 7 3R, B el i 2
R AR P R A, B ST R AR | RO Il
BRI

5 mMRZ

M e —2 2 EHRNRMENEDFIRHER,
JEEZIEE EC BINRE, HAETS EC EE VI K
R 538 1%, L35 PI3K/Akt, AMP i 1k 2 11 % B
( AMP-activated protein kinase, AMPK) SIRT1 L A&
i FLsh ) E A R 25 8 25 1 ( mammalian target of rapa-
mycin, mTOR ) %5, 38 i I 2 1 26 05 538 %, 7] A 3%
TEGEEL 30 BEC Y328 /b 5 o 2 A5G 1y O I
PRI

—HRRUNCRE UE B i ok Hobt R B s S e Y
YU R e S0 L R GRS AS, Jl o B0
Sirtuin ZZE AL 5 22— SIRT3 , Ik 42 S AL I #xF EC
M, X FRAELE T EC YRR, AT
Wi As S0 BRI KA

T4k N A P R 5 12 851 2 (sodium-glu-
cose transporter-2, SGLT-2) #1 il 5] 4k 4% 51 5 A%
FIEAETEDT EC =27 W 51 1) 2 ki,
AR ARy SGLT-2 #5712 — | Bk 55 g 16 3
0% AMPK/ Akt/eNOS % — 155 216 2 v, & %
BENYOEREMN, X—dfEd, AMPK fE N RE &
JREZ S B RO T A Akt (BERRAL , B 2
5 eNOS AU T, eNOS HYTEALfEt T EC A NO Y
AR ISR, AT R AL RSO EC A543, AT
HERF I B IE R D BEMZE Y . Al SGLT-2 i 571
W3 B AMPK K2 SIRT1 {5538 J% , W4 bifk o)
REMEA TR | E— 20 B o A e X 7 3 AR 0y . K
MAZ G Ry 55 —Fh SGLT-2 4 il ), Hoph 45 il i
ZHUHIAE T REAS B2 E Nef2 , P47 40 3 0% 1E 5 2
RE' . SGLT-2 41 il 551 3 sk 410 7] 3k 4 386 ¢ 114 4%
P A0 M 18 5 3ok R 1 T AT, AT ZE 2 EC 110 3
EHEFE, Res VEN—F RN Z 8 LI 2 19 4E
PSP FR R 1 TE 0 2 A, L o 23 4
AR IHCIR A 00 5 AE S I A Ak 2 s 14 T g K BHL
BERIE T IR AR A RUE 52 A0 22 0F X As, BF
¥ %M, Res figil 118/ NADPH A Ll kit —4
IEZANME L MR, —Fh s & TR 2
B2 &Y, B RE RS 1% T A AL 25 3 /Y HUVEC

W05, - I A T A kA B T A0 i S AR BE
WEBR NN S RV AET RS HE s i e 2R i
il Akt/mTOR 15 5 38 % 5 5 4 i [ wit, {2 iF
HUVEC 3458 , NG 2B 1k EC 32,

BEE TR AR BIR A, LT — 2835 (3697
FB, e a7 ks A e R &N UIRE, A
RO 2 SRR O . BN, L 2 i 45 fie i
S0t 3 o AR O I A RN AL R PR SRR,
LN BT 1 R e 24 9 s A e 9T B
A PRI 3 2 A L, AT ik 8 2 X I A R R
M8 EBTTE AR, T AT PR It 1 A
TRZH T 10 5 5 128 28 40 % 368 2 40 R 1) 1 590 0 7 I
fEf >,

P LT DL 38 Ao R o 0 42 O B 53 %, SGLT-2
T Res Mk iz 2 e — B XUIRSE 24 49 7 4iE 2 1fn 45
EC W& TR ERWE T, Bl X4 M 22 1L
T FT TR | R i 22 11 i 280 900 o 590 b g F 2+
o, XEEHIH] AT BEEE X REE 1) 4> RS SME S
T ARl  DNA 3540516 52 W 5 | B 4T FlAn i
WA, Bk, AR LL 5 1) 53 F LT 1
ARG RS, FH 08 7, K S 0 I 45 08 IR 7 4
BB % 5 RN T B

6 HftigR

UEAER  TEFRZR A RO 10048 (g BRE 114 43 - DL ik
T2, microRNA | Ji7 18 T8 #F S N i 5% 10 i Al w2
% % 9 (proprotein convertase subtilisin/kexin type
9,PCSK9) W # & U AE % 18 43 45 A 20045 1) ik A2 81 1
EC DIfg, ZETR O 45 B J7 T A 45 BB
6.1 PCSK9

PCSK9 SEIRFR Y S5 2 1 i, AT 375 S i Ik o
IR %% i B8 25 I 52 K (low density lipoprotein receptor,
LDLR) My FERARE i | & il o 32 8 EC BB 2+
SN C-C b T2k 2 iRk Sk R
M B RIS 1B AAE SN B R AR TS5 As
i, HET PCSKO 7EAH [E WA G K EC Zfg iy 2
YERT, PCSKO 9 37) n A9 325 T 450 11 BT 1) 75 I B¢
5 TSRO LB R IR T A S 2 AR
WL RBLRE W AF P45 5 PCSK9, fL1EH 5 LDLR
45, M LDLR B9REA# , 52 = LDLC 3§ BR
AR M RIS it 2 W, R 393 0 AR 3% T B A Y
RERS W2 AR NG LDLC 7K1 i RO 145 N B2
HiEE ', BR T 45 LDLR 4, PCSKO i 314 A] L
454 Toll FEZZAK B RIHIERZIK % B NRE 1%
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RASEE M 1 BB 1 E 320K 2 R AR % B g 4
FAZ A (2 3E BC 38 5 I F 00 AR I ), o iF
FE R, —FFRA Inclisivan ( 9 50 /] 2% ) A AUEE /N1
Pt RNA BENSIE i B N- 2 k5 U £ S 8 1 36
EF A0, 305 PCSKO 28 (A 78 FFAIE 8 4 B, £ 2F
4T LDLC (% PR A58, AT inEE LDLC
(R BT AR I h LDLC /K-, A 8% EDM |
IeAh , 7 — T 5 ) B AL AU X RS2 8l v 2 B, 1
Jilk PCSK9 #pifil5a B A R 4779 LDLC 15 BRACE , $2/R
PCSK9 #IIFI7E 3% ED Ko 148 9 vh HoAg 2
TEHIM,

BT PCSK9 HHlY7 75 (PCSK9-iTs ) 145 L 7
BEHTARACIRZG W AN Je B | B 1) 94 0 B A4 E
FEPTERPL, /DT RNA 259 U4 5¢ 7] 2% (Inclisiran )
DA T BRI —F4 il 500 A 1) 1 5000 R %, b i
O LA R 2 ) R G X ST ik AR R Mgt v R
[P 2 IILRE | 638 RO 0 5 DR 7 1T 8 s R A 7 8,
FEAE NG PRI Hh S 7 1 TR A0 {8, SO0 38795 95
MR B B T B IR YT iR 4E . PCSK9 £ EC
PAT TR b i BB R 3R ROk A T LR £5
F PCSKO 4iff 520 EC A4 5E GF 5% i 38 554
P AR, DA R s s i B A O LA B & A ke TR Y
YER ., Bl 25 Fh B vd BE BT Sz PCSKO 1 il 5510 76 i
PR )02 0, A A0 100 4 PN B D) e T A
WO, DL EAT R S BE A RO 2 B i As HEFE AR
S E BB
6.2 MicroRNAs

MicroRNAs f&— K m B SF K H 19 ~25 4
AR B S/ PO VR PR JE i i RNA B Tl
A mRNA [ 37 B B3R X SR A R FE SR R 1Y
SEPIGCER , DTS 2 5 3 P 3R AR, I AE ok
FIIFFE 22, microRNAs 25 T As H EC TIRER I
T HAPL R PUEA SUAT- Mt EE L)
e AR ED,

W R I, % 448 3 -3-0- 7 A B AL 33 P] R 9
miR-204-5p /K- ,i%S HUVEC 1 SIRT1 FikHn,
HEFH AE T 9 miR-101, AT - 9 22 24 )53 Ak 2R
VARG EE 1 T30 A B 2ORE P AR
[Fi) o FiE i k410 i) 4 A6 W JOR FR- 47 EC S 3 ox-LDL
MG, FE R 85T 0T L I miR-338-3p
(FeIR b H A s g XU S5 Bl 2 263K, AT 2%
fif ox-LDL 55 19 EC 45", & 38 0l LA 33 34 4
miR-30a/Beclin-1 {5 5 1% 5K 55 ox-LDL 5 58I A
B AW, INIMZEME ED, =L B Rl AT AR miR-
34a Fl p53 MK, HEIN SIRTL Y3k, I 34 5 5k
FALEIA T EC 2B v 20 i oy 8 A e 84k
B PERN AR M 50 . NS AT Rb2 X miR-216a
BAF RS GO M) JF i@ i R AT+ K
FELE R ) 3/4% I B il 82 1 o ( drosophila
mothers against decapentaplegic homolog 3/nuclear
factor kappa B inhibitor alpha, Smad3/IkBa ) {5 5 i
BEHE— 2L Ik 55 miR-216a 75 T 19 R AE K T 22
RAEPY,

MicroRNAs J2& A K¢ A2 2 1y SC S 45 5], 5 74 B2
TIRe R Ae DL KO 459 0 1 R AR ik e G, i
A3 v 2 AT i B 1) microRNAs SEVARYT As, 2K
2% ED, TS A 25 W, S e R IG5 T e 1 36 Y
T R T2 HLRIA TR i — 2P RIESE
6.3 MEE

JW TE AR T T 3 A R Bl A8 s Sy AR R
PRPIRAS Z (B EZ T, TR RS miE e
FERE = E w2 O ER RS KIE, W
TE TR R AT 5| J 4 B PR S S g, A2 A A1 2 18
RIERSIITE R, R E As iR, HIL, @k E
W T TR AR T, U8/ S N, A — v TR Y By
TR, TTFER 1k 18 PR I i e oy, AR
P SOR IR WO EEAIERI (K 2) .

R2. HEEERETNES SN REXGY

Table 2. The mechanism of involvement of gut microbiota metabolites and related drugs

=y Z 5L ety RS

—r LPS il 3 3506 Toll HEAZAR G| K 4 AE W FE AL, ﬁi%ﬁ%ﬁﬁﬁ&%ﬁ*ﬁé&lﬁﬁ%%ﬁﬁ
FENR M4SN 2 D g SRy LPS By r=A=
AT ED R

PACIL! PAGIn W] 53 il /AR R AE A M AR T B, BAG IS #hFus bk ek as 2k o0, VAR I i s #2548, Jl 2

M R DifiE

PAGIn M4 %,
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= Z 5L U ST
N IR E I AT Y | B S MK RS I B 2R 4k
[56] " ) 5 B 26
SCFA SCFA HATHLR AT AN A, nl el i A P B2 g HHEA R SCFA 02k 1
SBAL) SBA. 37 528 18] 5 JJEL [ B R G B N, e A PR R (IR RS G 00 4 2 ke 0 e i/ b IR TR 1Y

ke

W TR ] 0% NADPH EALEE, 3 EC %A
FEAE G NF-«B, TS | % R AE SR UK ES , S 3 EC

R
it

ICA HAT G370 18 b B2 S5 R AT 98 135 4 0 4 5 e ]
T LGN eNOS 5% | BEARAAE PH 7 F036 M UK 1R

ICAP
P EC, A7 As KRR

F A, T i T8 R AR

HEANRE R AT Y SR T RS T8 £ A O AL
FHBUAE 2R LA g U5 75 2 1) 2 1l 5 i A

AT OER EEa4En ey, € s
AT DIEE ICA 4 %,

1 . LPS: I 24 (lipopolysaccharide ) ; TMAO ; %84k = H! I ( trimethylamine N-oxide) ; PAGIn: 28 Z, it 7% Z It 1% ( phenylacetyl glutamine ) ; SCFA ;
S5 4 BB 5 R ( short-chain fatty acid) ; SBA : IR TR ( secondary bile acid) ;ICA ; F5|W-3-H [ (indole-3-carboxaldehyde ) ,

i LIRS A B 1) B M TR A A R
B, DL AMEMERNFE SCFA 5 23 AR 9, A 2
JI B I AE PA) B B R R T O I 5 0 ) BT i
o BRTEEXHCH 9, ib PTTRA T i I 18 T A Y
LERFIZHRE, e B 5 ED S UM R SR, 4
TP R R X S B K RE R R IR, 3 RO R T X
B A0 I A IR Y 7k X AT BE RN YR ST ED BT

wit,

7 BEHRE

M55 PR B2 AT G 100465 1) P BE | 1 R B4 IR A7
M FEBT YIS RN AAE T A, 76 As ORI KR &
AR EE MG, T SEN L IREEREL
FER R, TR S N R DI RE B IR TT R W 6] T B
FNGYY As HAEEE L, Bl REEIF RSN
B DR BTR YT RIS 7 TS0 T %% A 8
T KRR YA RS . M TT 28 DURR S S
TILARZE 25 BUEAL T PR IGIT FAE WG K IR T
AR EE 58 N, PR RN Bh R R T
R A SURE Sl B, T EC, 2
FrAStazs, Ak, PCSK9 #HI5] . microRNAs J2 [
T B T 5 R A ok ED R B 0 I R
JRFERET 7, Ak, 07 20 IR A M 5E , LA
SIS A S W R ) P Rz A e Eh e Y
BERNRTT SR

[ &30 Hk]
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