CN 43-1262/R " [E s ik flifb 44 it 2020 455 28 #5559 # 823

[XEHS] 1007-3949(2020)28-09-0823-06

- R -

VAR T AR AE S bk ok FERE A 5 A DL 18 T A B 52 3k Jié

B &, ME=Z, MBI
(AL B F BB B B B SR 291 6 g 77 637000)

S 4ol
[ E]

BRET M, SRR,

ZIAHH 5
SRR AR ARAL (As) A Bk B A 09 — AP IR M KRR T AR R ALK S A A R R4, AT

SRR, TR

M T AL Treg) & —FF B AR LB BT ARG THRC A LHE KBTIEEERW Treg R B LA ERS
As W R JAPLR B aAa %, B W R Treg £ As K& T A9E MK, AR T Treg 154 —Fr 37 AL 2h 436 77 Je. 5
BTG A& 77 As P69 AT BEE | A 3F S AR AR AR AL ML R 5% 00 K A L5 By vs AR A HT B

[HE4S2ES] RS

[ XEFRIRAE] A

Research progress of regulatory T cells in the pathogenesis of atherosclerosis

TAN Qiang, ZHENG Guoxue, ZHENG Jianghua

(Department of Vascular Surgery, Affiliated Hospital of North Sichuan Medical College, Nanchong, Sichuan 637000, China)
[ KEY WORDS ]
[ ABSTRACT]
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Chronic inflammation plays an important role in the development of atherosclerosis (As). Immune re-
Regulatory T cell (T regulatory
cells,Treg) is a T lymphocyte subset with unique immunomodulatory function. A great deal of evidence shows that the
quantitative changes and dysfunction of Treg are closely related to the pathogenesis of As.  This paper briefly describes and
summarizes the mechanism of Treg in the development of As, and introduces the latest research progress of Treg as a new

drug therapeutic target in the prevention and treatment of As, in order to provide new ideas for the prevention and treatment

of atherosclerotic diseases.

VAR B AT A % KT 4 w5, 3 Bk ok i
fififk ( atherosclerosis, As) B %A FAW T, WFFE
BRI, As Je R BY By ik P I e IR DL RE 4 AL
JIg I3 S AR RN B BB 1R R AIE 1) 0 e A S PR A
A AT EOE O SN S kR g R A e, TR
DL I A AU WURE ZE I AL 2 4t SR f i DL i
FET- IR, AR 22 A UE 4l 2 W, 56 O RS o vk 4
PERNL BT S As 1 KRRk RS DA BF
FEUESE P T 409 (helper T cell, Th)  H AR
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Al ¥ ( forkhead/winged helix transcription factor 3,
Foxp3) AL #E 14 T 9k L 41 L AH DS HT R 4 (cytotoxic
T-lymphocyte-associated antigen 4, CTLA4/CD152) |
V53 L i - (1COS ) | b B 400 Jf 3% AL B 1A 3
(the lymphocyte activation gene 3, LAG-3) . CD80/
CD86 Al CD25, HRTA 1k, ZFh IR Y335 T 41
HE Al , H A E R A HG CD4™CD25" Treg 1 B!
PEATHE T M (el ) (3 BUAE B ME T 40 (Th3) |
CD4"LAP"Treg ,CD8" Treg, TydTreg %5 Z Ff Treg I
B BB Treg J&: CD4* CD25  Treg, T 76 fsis
VRS LR P (N
1.1 CD4"CD25" Treg

CD4"CD25" Treg 42 H1 Sakaguchi 252 A1 4R
i, ERARRRIS CD25 731 (1L-2 321K HY o 65 ) 1Y
CD4"T A, FLRE T BE R 7 M 3K Foxp3, j& Treg
RIEDIREAE A T A 8 42 IR 5 38 B Ul Y
CD4+CD25+FOXP3 Treg FE R tTreg, [%: Foxp3 51\,
Treg it = %215 Helios CTLA4 A4 B 1 (neu-
ropilin-1) ¥ B¢ B R 175 5 59 VR IR B8 I - 52 14
(glucocorticoid-induced tumor necrosis factor receptor,
GITR) EFLBHEESE X 1 (galectin-1) TL-10 FlUk il
B, tTreg LAHUEURE S M 19 07 000, O DLIE DT 4
SR 7 ORI S VR B RE % d Ao 40 Y
THAHEDLE] 73 2 TL-10 IL-35 F1 TCF-B 25 Z Fh i
VAN 1 W S BE LA T HL (Treg i 38 3 P
FRIAAH 5 B (latency-associated peptide, LAP) CD39
(SMUIA Y = W B — Bk K A % 1, ENTPD1 ) A0
CD73 (ML Ab 5'-4% 1 R W ) A1 N BF B T2 AR 1
(cAMP ) I H 200 0 - 20 JH 425 fk AR 1 400 8, 0 4
B RNPE T AR 4 58 LA S 5] Thl (Th2 F1 Th17 4
A AE s BRI Z A BFFE 3 W, (Treg 2 M B0 st
ZRBARTE RN T A0 T, BN, MUKLEE B fE
WSRO T AR A 52 | Galectin-1 RE 315
ST AT L ERFFE E R | (Treg 40 AT
LT it 22 7 52 24 R AL 1 75 200 M S 2 o S5 i AR
HI, HATE T CD4"CD25" Treg MIBFFE %, (H ALIA
P A Tt — 5T
1.2 Trl 5 Th3

iTreg 7] LA —20 3 34 R W Fp oA [6] A W7 284, BTy
P TL-10 (9 Tel #1774 TGF-B 1Y Th3, BTG FK N
Foxp3-Treg, Trl 40 M Groux 55 N K A B, 4
Trl ZAREHYE 1L-10 i , REIH 7030 i 7K 1 1L-10
HREK B9 TGF-B A I e 3R 4 11 E 5% D i B
(ApoE ™) /INEUI S RIS AE BV, M T/ BRE B )

KN BEAN AR AT AR g 4 M1 R A ) M2 R Al
Ak RIS 11 IR S 2 i A2 LAk i o B b 2 B, 1
JRARG 7] 2t Pt J5 0] 35 ML A2 TGF-B L IL-4 11L-10
AN R T, DRSS CD4" Th BRI 4046k Th3
Y, Y4 Th3 A0MOHE IS I, 2 LABT R4 SR A 7
A RE ) TGF-B 4] Thl F1 Th2 40 L 1 A4 K
KB,
1.3 CD4"LAP’Treg

Oida %" N K & BLEAR A S (1atency-asso-
ciated peptide, LAP) 3k T° CD4" T 4 ji %1, Iy
% CDATLAP'T 40l LAP J&—FP5 TGF-B 4 At
KA LM 25 G B HT IR, W5 45 5 5 T8 0GR AR
EHNE S 7E—2 5T, TGF-B 5 LAP 435,
A EA T M) TCF-B - KA W5k i, X %
LAP JEHRE TGF-B iGPEM B “ FF 4> 77, bl
J&i , Gandhi % A AAIJE i 584~ 4% 41 ( peripheral
blood mononuclear cells, PBMC) #4355 H T CD4*
LAP+Treg, KMiZMmEs Foxp3+Treg ;2 iy NI , %
W] CD4"LAP " Treg & — i BUN) Treg ML, —LLAf
AR, R BX B i R BT CD3 Biik n] 5 5 CD4”
LAP* Treg 7= /E , I A TGF-B 48 1 5 230 il 380
T LN, BEAR, B 3 BE AR 28 IR 4H Al ( dendritic
cell,DC) 155 Trl 400 7345 TL-10 , AATHTHS 58 470 R e
N, 43X 88 Treg WAHFGR = o HH BT BE B g B, 1T
SAFESNEM 2, SRR, TR As B2
R
1.4 CDS8 Treg

1970 4F, Gershon F1 Kondo & ¥ T CD8" Treg, il
I RSN T AT L= A A CD8 ' Treg W4H , B CD8*
CD28" Treg All CD8*CD28™ Treg, AZ5[F) CD8* Treg
FEJE CD8'CD28™ Treg, YW, KZHM 5T F 44
T JF %E =28 CD8T D28 Treg, Fi1, 1
TR 200 S5 A0 5 R A L 0 A o, 3 o R R B R A
éﬂﬂﬂ@( antigen presenting cell, APC) 2% 1 2L ) 3 4T
CD80 F1 CD86 K ik, M52 M CD4™ T il 1) G 3 )i
2 T EVANM R IEE 2 5 APC 0 B3 B M, i 2 38
b 530 TFN-y | 1L-6 45 24 Jfi 5] >f & 442 5 5 40 i) 2y
At T 250 240 Jif 0 3k 40 06 TL-10 410 2% 7 T 20 it 2
BE 2 FRTIR, CD8" Treg 7 # i 27 v i 5 32/
FH X R — 25 BF 5 0T BE S N 28 8 E R |
Jed RN 52 F0 A B e Ve s B2 BT IR 97 S s
1.5 TyoTreg
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BE AP (14 R A R SR T e A 350 4 4 i 3 A i
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2 Treg SEIBKRIEFEUHIX R

VIZIGIR MBI 250 R B, BT A 1Y) Treg 28 BRI
- FAPERTTIFREXT As R EIRYAE, 0 Treg £
R/ DI As 1Y% 2, 2006 4F, Ait-Oufella 25
HYSEH % B, CD4* CD25* Treg B /INELH As Ji 728
KNG ZEREIN, 5 UGIER] T N PE CD4"CD25" Treg 7
As TERU P BA RS ER . Mor %1 AFE 2007 411
WFFEHEAE T 3 — 25 B TEHE , K B 4= 8 (WT) Treg #%
R3] ApoE ™ /NN | 5%t BRZE AR L, 3 3h ik SE B
B 2. 2013 4E | Klingenberg 2517 A 4 S2 36
G5 7R Foxp3™ Treg fift J¢ T B0/ BRUEE B /IN G AN
2.1 f%, M, Treg IRMWA BT As (9K S, H
W, Liu 26170 ABF9E % B, Thl7/ Treg (1) 5% 45 23 48 fin
BREHR R AN A 2ot etk sl ik 27 A AE (acute coro-
nary syndrome ,ACS) I &2, SRR, DL 45
BIRW] Treg MR MRS IRES As BR 2%
YIRS, R4, Treg 7 As W & HE R 9745 F 9 B4R
B ] BEAG W LL g 2

3 Treg MIBIBKRFENXBIIERNLSI

3.1 HPHIRRL T 4HAaTh e

LA, Treg BT As 1 FH BIMLEI B, ) 1z BF 5%,
PN T 240 Me 2l RE LT an R . DK ZH0EL As
) T 404045 Thl 1 Th17, Treg FEINHI T 401501k
g Thl F1 Th17 WA, @ Treg i 8 1< 2 g A 14 i
PEALH 2000 TL-10 TL-35 F1 TGF-B 45 3 44 41 it [
+ i As AU SRRE N . TL-10 X Thl 4ij B
WE A R R 20 B 45 HLAT G e AR s TGF-B g
T As BEBR N S 40 M0 (0 SE4E RS | DL R A i SF
TR L0 B P 3 BRI A 0 D ) A ) LR Y n 3%
BepRa e R As iR BN S TL-35 A T 4i i
(BEEE T 2 HE T 240 M 3% £k | 30 i 42 R 41 i PR
TRy TR 1E As 19 % R, OIL-2 45—
AT e B A0 R, 2 T 20 G 5 D B R
T AN ACAZ A0 M = A Fr T B9 T i A= K 7
Treg REH 1= 2H M (5] 422 ik & #42 S e 981 15 4, B AR TL-
2 K, F3L CD4T CD25 %0 T 458 52 L, >k ik
FTHEG As HIRCR . @Treg 1 i 20 Jito- 20 o 522 ik 44 5
PEHLHRIID R B B B P T 403 9 3454 LA B 5] Thi |
Th2 F1 Th17 40AE 41k, 5 A1, HL A0 A 26 1 =% 1k B

RLRGIA BE A IR AN, T 40 i 5SS 38 P 1 52 i 3L
i,
3.2 FTRIRAEINEE

B IR AN B2 A T T R AR S M e i i A7 AR i
T 20 A5 AL 0 o S PR S e AN, 7 AP RR I 2 As
KRN R, KEIEIE R, As 15 BE v 1R
ZAR AN M 25 i S BN, S As 7R PN G AR S I
TR BEHARE PRI IR A As ST
o RS R A Treg Z [BIFEAE UAH G R . Treg
B4 7 38 1 7= A TL-10 1 TGF-B 2534 5 1R 40 fd )
IHRER R AN | BT 3K 10 CTLA4 FIl LAG-3 2540 3
T3 -t 52 ) A 2 R 40 M i Th B, T 40 B 1
CTLA4 A D) o — sz =X P A VR A 2 1R 240 fi
W B A CD80/CD86, M 1 T i 3t ) 3 o T
CD80/CD86 TE NI/ F ZEAR 4 A i 2R 3k, BH T A%
RGN M TG AL S HE T 40 A BE J11 5 LA, Forteza
212) ) [RFGE B, CTLA4 5 CD80/CD86 3% 4 1]
VAR S AR A0 M 22 18— i ng e e 2. 3- 00Ul AUl 1
(IDO1) F e il 3, NI T 248 B 1) 3% A
LAG-3 J&—Fh CD4 [AlJFIEH | 5 F AL AR
AHR(MHC) 1 284y F R E# A, LAG-3 5 MHC I
Koy F45G TG, Wi %P 52 R I 2= IR BT 5L )7
(TTAM) AT FA PR A7 0 %, 490 T AR 2 bR 248 L e
PSRN, LAG-3 YER SR AN B Treg - AYVE]
A Rl — 5, %5 LITR, Treg BT 38 33 43 16 20
JL DR | 400 B T 3 B JF T AR 10 A AR 2 bR 40 i )y
e,k EHEbT As EH.
3.3 WERMMEKRAEELNIEAR

TE As 1% B b | W4T i BEAR R OR 5% 1Y
AR AR R, AF 5T B, M1 AL 40 g HL A
RN, F3K TFN-y F1 IL-18 S0 R AL K 1, IF
7 A R KA T 38 3 R AR R R 3 R B R
FaE e, I S8 As 1 &4 1T M2 B B g 240 i .
R Bk, fE 2> W TGF-B A1 IL-10 11 As &
JEPY | Treg fEFR AL IL-10 4 F M1 &I [ W 41 Jifd 7]
M2 B WA % Ak R BB 1k As RATRPER
TR ) S B BE R R SR A6 A g A 0 T £F
SRR R T T B 200 R R W 4T LA B /0 S L
AL A, I 200 B A W I 2% 1 T B 1 A iR
ARSI As BB L, INEE As AR, TG AL 1 M2
AU IG5 240 it PT i 1 5 G BRI B JUL 24 L ( SMC)
T I B e RS E Y Meng 2517 A B9 WF ST AIE
B, 78 ApoE ™" /IN B B 451 1) 201 ) Jok BRE B 5 70 vy | 2
Treg JGJ7 )5 , ApoE ™ /INEL As BEH b 5 I 40 ity A1 IR
JOT AR XS % ek 0 AN T~ o JUL 4 R g 1
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RN, BE S TR ECT B 50% . B2,
Treg i 11175 T 77 A8 M2 74 |5 05 44 i ok 385 5 B2 71
T M, DT AR BRE R A 2R 1 XU
3.4 XFREEIRFACIE R R T R ia K W R R 4E R
P R LA 23 VT 1007 S 5 SN, AR S ERLA% A
I 1] 5 R 00 A A Wk R B, e 28 0 1 W 4 i
TEPEILIR AN AN As BEHRIGIE B, S8 A6 BRI B2 i
FE 1 (ox-LDL) i 7] DA 5 W5 200 Bt 7 0 i /Sy — Fb
U REE 45 T 4N, fe 24 5 3508 I P e s 0 &R
GRS A BE PE Th S B e 3, BRI,
IS L 4 L e R T TS P ARG EE X As 1) BT
HAEEEZ X Klingenberg AT 0 Ry Treg it
1 IR IL-10 £ LDLR ™™ /)N Bl I ¥ v 4% A0 2% 2 fig
# H (very low density lipoprotein, VLDL) FIMIE%E B fig
M (low density lipoprotein, LDL) 7K R, [B]4Z 417
il As B R, Lin S5 BFGEUESE K Treg FIE ML/
IeREFRSE , AT LGl N A 2358 R AZ K (scavenger
receptor class A, SR-A) Fl CD36 &1k 1l il 5 Wi 21 ffg
PR BT AR, DT BHL 1k [ Wk 200 it 2% A1 Sy 9 TR 40 .
AR A Bk I F 1 (- monocyte  chemoattractant
protein 1, MCP-1) BE4™ 58 B 50~ % 40 A v 1 J&] 1fi.
TH ., Subramanian 45" N &, Treg 1] 838 13 9
il MCP-1 FY 2317 BE 11 B A% 200 3 % 2 A8 Ak | 3k
W XoF By 1 e 200 L 0504 0 2 A0 L T A SR AR A
BURAEH . 25 L5, Treg 34 0] DL i & 4% A1\
FEA R W 35 3 UG I 1 B, DA 980 2% As B AR e
RIE,

4 EBpE Treg FEBNBKHRERE L B IE HHY SR BE

AR MV T 2R 25 20097 As R OCHN i
W), BARIK S 2 W TE T FVAYT As Y0
AR ABENMAAE — L8 B2, B B K 5 Ak A
TR 25 R AT 250 A B R, B 46 L
95 (o SR LR 8 0 553 - A I LR 03k il vk
KIETFE) BT & WE PR , L 28 AT RR IS A H i v XL
RS0, R, T8 VD7 B e 4 A ALY
CERIRITIRME  BESR As ARSE PEBEH Y K e ad 72
HSON T A AL FN Treg 2Z ] B ANl 2 T OG5 1A
FH NG| & T — 3% 5 908 O, PRI, 8 it 4
B Treg MEER FH 5 LA T R, R0 IR YT
As TR T — M TERIRTT SRS
4.1 Treg NIHEBMESYT R

25 Lk 8 K S B N Treg (147 11 B
A LLZE As B K, Treg AT ARSI 93

SRIG T Ak EERE A R WFoE KB , Treg 191 4k s
ey 8 ] A R O LA 9% ( cardiovascular dis-
ease, CVD) TES AR A ity & A i, fi A TL-2,
TL-2 FBATE B B AR SR HE 5 Treg MO FITHAE, BE
DTG As AR AL, BEAR M AR /KT, B8 i A2 i At
M ) 78 5 41 it ( mesenchyma stem cell, MSC ) 4&
—FhZ BERTIAR LM, 2AG 534k A B 20 B g M 240 B A
B AR EEE, BR T A1 A RS, MSC i
FLAT 2 0 G M 1, MSC REE 41 i A% 2 bk
20 P AR B A S TR, BTG A SRR A At A Py
FAAANMEE M, NI ) 56 R A2 vy, 64, Kadle
NS B AR R R AE S F T, MSC 4 i
s | HAT L 818 MSC AN R AR B R ek
TE CD4"/ S 55 R B 20 it (EC) Feg5 5= thom A B 4
MSC FJHEN Treg HYEEHH , 24 MSC Ab TR LR AEIR
A XA — b,

As TE—E T2 AN R EXT ox-LDL  Z5E 1
B(ApoB) MUK TEHE 1 60 ( HSP60 ) 45 [ B 4 Ji fir 2
A B et ™, Bk, B ox-LDL HSP60
F1 ApoB100 55 As AHCHUIR , 15 S P0EFE 7 Pk Treg
TS 52 AR S R AH L A3 5, %/ INER As B R BP1E
FAR S WFFTUESE Y A I A AE /N B, A
ox-LDL B, HSP60 175 S 1) S22 i 52 8 L 3 i TGF-B
IL-10 F1 Treg %, BEISEFE /N As; ILAb, 22 7
TS LR ApoB100 JIK T35 S /0N B2 2E 4
PERY Treg SN, T FILBE As (3E I, M &I 78 3%
B3] ApoB100 B ApoB100 AH 3 Hi 5 (41 p210) LA
J HSP60 HICHT H BHUIRC e XONIRIT HERE,
JEC T v MR e i e D BRE YT IR R, DA R
BRI RV Treg R IR IRIT CVD (H—
FERAGYTY 715, T EH, As HEPE W 5T Treg 1Y
HATH R As BIRITIFRE T —500nig e,

4.2 Treg HIZHIRZA 5 R BE

ITAE R 98 R B, ZFh JH T Treg B Z5 W %] As
FATTTE S R R FR B T 8 B ROR . Zeng 251
NI B, B W3 FR IR ( mycophenolate mofetil, MMF ) AJ
A R i AR 2 PR 40 i 174 D) B, B AIGH: €D40 . CD80
1 CD86 “F e L fil i o F iy ek , I 1L-12 19
FEAE L s BE ] (FKS06 ) A1 MMF (91564 07 F BE
EREIN Treg ()85, JF (2 HE 1L-10 F1 TGF-B 1Y 4>
W, X LR MMF 783857 3h kot B B 1 14 5 95 v ke
B AE A ; Charbonnier RN LT 2 T FL 3
VI B I A Z 8 (1 ( mTOR ) {5555 S8 Treg 1
SHALFITIRE, B AE ZAE N mTOR Ay #I ], HA
o RS P, BER S Treg 18 - AE MR RN T 20
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L, 47 H AT AR Sl — B i S 8 R 9T O T N H
CVD, IAM, Zhou %57% ASZEGERIA , I AR4EA: % D3
A3 S8 Th17 4[] I 54 A0 Treg 40 i 5 i 3%
FEIR ST R R A I B AR ™ S R B X [ AR AR
HATHFI697 CVD, FTY720 ( fngolimod ) J&— 7 F
TIRIT 22 P A0 1 22 48 B B8 A 11 37 78 G0 5 1
I BT 2B 00 FTY720 38 10 00 ) B A% 5 e 4 i
] As 548 B IE B IR As B9 K&, TR FTY720
RESE N Treg Hiat IEADHIZLN T AHML I, FEPI I As
Ry TR TN L |- N U 2 Sl T U
Treg 1445 1 G S8 100 11 3 4 1) 245 B 27 0 15 ] g >
SN KRR R Ak P 1R 7 B S AT A ) S 4
4.3 R0 EFIRAT Treg =

1L-2 7¥ Treg W& 358 FI D) g J7 1 & ¥ 55 %
PIVER, #hFE IL-2 BB & 5 N Treg £, Jf &)
5 B As /NI RIE KB, Klatzmann 2 A
HER AR TL-2 RESE T e B A Treg ML
As, BN T RS BRI I RIAIT ; T
ANHEIE L T 40832 4K (T cell receptor, TCR) R 54T
J&, WX Rz 4K 5 CD3 2 F % VI 56, BT ETE B
) CD3/TCR EAWAFE T A T A n R, =
SPFRBIANE S5 S, Nan 5 ABFIEEM, 1
kPt CD3 B sg PP REIE 015 F CD4" LAP Treg 3
B, AMAHIRONE T 40 S B AT INF-y (TL-17 AY7= 42, 3F
Hahn TGF-B AR U] As KEHBIE 10 AR
A A ETEE ) (glycoprotein A repetitions predomi-
nant, GARP ) 7 55 88 Treg 3V B 1Y 2 1 57 & 2834, 1M
TGF-B MG 7% GARP,7E TCR 3 T , GARP 7&
Treg IR, 5 L-TGF-B 8 i — s 5 IE L4
A A R AR, R 0E TGF-B /Y 1% fL AN 43 ik, 1
AR aVB8 REVEH T Treg 1 L-TGF-B/GARP &
HAAEYE TGF-B MRS, H Ik, {23 GARP 5%
AR VRS AU A AT LI 5 N Treg B9 4 JE #1001l
HE , BB ARKIRTT As BRI — 71
4.4 Treg 7£ As iRIT R R

RUEH KRB R W | Treg 1EI6I7 Sh W) S 28 9%
I 7 T ARG R38R, (R A AR O I 92 95 ) 25 SR
e A5 AR — S R BRI 25—, Treg Y
R sz BV S  FE ALl Ak = AR BR L 55—
HkEERS Treg BINEHIHFSETE] 14 A 24 7843 IR ;
7510 Treg TEH 3 5 715 I [R50, Treg TER SN
VR 5 75 5 11 2 26 Y, 30K 52 i K3 A VA 97 3
W = R Treg T HESSHG IR R RIURL 1Y
SRS, S0 7E 3 S 56 U A R T AR 2 R IS
T AN Rt — R IESE

25 FRTIR  Treg A7 8 IR AP R K Pt As FEHT,
BTE As KA A& St B2 v i ELARAE HBLEIA AT o 2t
—5E . ATRABIBRAYIE  ETE As BRIT TP S E
KOWET . 55, Dx T Z i T Treg 4 7E
As PR IIVE FBILE] , LSO 2R S> FHLH S T
ST, AT B X PR H T & BRAR R As BRI 1Y
20, B2, FET Y Treg BUaE 851 Treg DIREM)
SRS EIRTT 5 H A B T I R BT BT As TR
JT % XN As BTRIT HRAILHE
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