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Advances in the study of S100 protein family in cardiovascular diseases
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Abstract: Several members of the S100 protein family are expressed in human vascular tissues as well as in
cardiomyocytes, suggesting they are of vital importance to cardiovascular diseases and may serve as diagnostic
markers as well as therapeutic targets for cardiovascular diseases. Some of them are able to affect Ca*” homeostasis
in cardiomyocytes, influence mitochondrial energy metabolism and related cell proliferation and apoptosis, playing
significant roles in various cardiovascular diseases such as atherosclerosis, pulmonary hypertension, and heart
failure. Based on this, this paper reviews the roles of some members of the S100 protein family in cardiovascular

diseases, aiming to provide new directions for the research, diagnosis and treatment of cardiovascular diseases in

the future.
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19 48 31, A X 43 5 & 3 10 000 Da (1)
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MR Hedy 448 S100%7), iR A 220 25 Fh
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. DA Ca™ WRFENTIR 2RI AN, A5 45 &
B2 Ca™ P47 AR B T A ok A o Sl O B 1 3
k. S100 A IEREIE Ca 45 &4 F 38/ H G
REE, REHSEEANSAM S, EnEds
FH B[R 1 45 & R HE AW 228808, A9 L i =45 4 A
W TR (BR) R b, T JORE. AR
SABEEACH, 52RO MR R AR Z DA

MR A BB AL ) 22 57, S100 & A 7] 4 2 A1Y
FEAN PR P R A AR St LA i A AR R A BLR B
BN AN I = AN T4 A, S100
AT LA 2 R R A R EOVE P S A A0 P P 1
A, AT B, T 4H A A S100 A ) E
i 55 % R M R AE AR, B SRR TH S AR R TE
VERN—Fh M AME 5 B = A R

ARSI SR A 5y RO 258 . AR
MR ILAESBKRREREAL . A RDIRB K SE AR fil
Bk e O LR I PR B A0 e O T RN A5 R
JE0 I P (2 AR T PR B4R AT 25 .

1 S100EB S5ahfksitEfE

K FERE LY, (atherosclerosis, AS) A& —FhfE 4
RIEME, HARWEBRRESR, S8M0NEL &
JiE SN AT A BT A % I A A s B AR )
K, MHBTIHIFKRE, A4, A8/A9, All, Al2
5 AS F—E MK .

A4 BHUESEZ 5 B IAHHE (vascular smooth
muscle cell, VSMC) FAFIHTT, 1MAE AS JE AL
2 B s, VSMC | 530 = B B R
AS [IFEF, Wi VSMC [A 4 i VSMC # e,
MAIERE B P AT R, nl gl
PR R . AT RAE AS H 01 A4 Rl T HAE
J& VSMC AN R R B h 22 55 3R 08, J5 88 A B 5L
N G B A4 I DhREA B T 1 AS iR AR
2 B9 BEEWE RN, AMTZHTRIL A4 1E AS
PR ) VSMC 2 VSMC KU 8 & 20 i rh 2k
AL VSMC, i gt R . R A4 2 —
ol JE PN AT 38 T B, FLATS AT R S R A 2
W) % A& (receptor of advanced glycation end products,
RAGE) # & NF-«B & 4% g 4 Ty g B I iz 4 224
VSMC A4 F=A IR 808, B AEBARAS T 1 A4 BH
W7 T 1 % VSMC [a) & Rl Y i 4, B ARG 38 Bt v,
M, AW A4 B VSMC 17532 5 AS K
RERI AR, TS A4 ] RE & TR AS R AR
(RIHTHE R

WED

A8/A9 T A TE AS KR FE 2 vE R A BT
VER, JF BAEFESIHLAR N JORE LS B S 2 i K
AR TR YE REEER . AW FTUESE T HR R 4 g
MIFAZ 20T AS (R A K = A R, A8/
A9 HITE AS AT St T Fobk R A X
Pl O 1E A i 3R P i BE A2 RS,
— 5 THL,  EE AR 2 R B T A A A i 0 v
A8/A9 H X NAR [ S5 AR 77 AL SN 5 53— T
JiL P RE T A8/A9 AR T A1 Ay i A 4 b R 0 4
Ha 2 i RAGE/TLR4 (Toll-like receptor 4, TLR4) i&1%,
WO N R AR, VSMC AN A 41 i P9 A5 5 i 5l
U, 5 5 JOE IR T R4 L 26 B T R e SR o3k
=R A N BRI 8RE S R ok rh PR 4 R A
5 4 L PR B AS PR R K F ARk O AR
AR, AS BEBEIAN ) B bR C R
IBIKE IR T 5 HAR N A8/A9 HIRIAA KA K
P, AR A8/A9 ki m iR, HEMIISE
L= A R AR MY 2019 4F, Ganta 25 "R
W, A8/A9 TE—EHKAF PR T Ca¥ iR, BRE
Wk 40 B ) ML A R AR e e, 0 55 R 1T 2 23 1L Y as
AWK o 53— TV X bl PR B85 1 35 30 ik it e
AR ATiR, BRI S A8/A9 IR IE K
BRRAINE D, B A [ AR E LS
PR .

XPALL KU, R YT IR T A AS
) EARER, SRR AL FE SORE PR R
MR E M. B, BFRREIES Al
AT A L8 AN e o P 8 (10 A b 254 1Y,
Fon] l R E B R T R M A, Rk IL-6 AR IR
HEIK - (tumor necrosis factor, TNF) [{)4334, NNEE 4
SiE [ B, HeAh, AL RERE AR RIE, 46
RAGE 05 40 #5530 (extracellular regulated
protein kinase, ERK)/ 2224 Ji yE A 2K (¥ (mitogen-
activated protein kinase, MAPK) 2 N Jii X & 3t & &
RN, BIAR E 3E A BE K Ak, 5 3 I A
1 FEBIRRAS AN BB RL R, AL PR E Bk
RIS, XN Al 25 MEMLEERE, Em
All A BERES I HEIEFE, 12 E B H TR
o BOHT I — DUER [0 4H 2 S R DR A A o AT R B
All R S ERIE T S BUN IR A G TR AH
Ky ZIT R RPN e AS R OCHE, TR
Jig Va7 X AL 2 B w8 IR IRE BB e 1Y, R
%R E AT RELE AS (1) 70 A5 175 A8 T R $E R B AR
TR BA R IF R G ), (A E AR —
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I 9T AR R 5 2 G AS 1 R AR R A
A12 X FR N EN-RAGE, ##J7E AS th 32 %
T BT HAE THP-1 F M40 () mRNA ik &
fEAS T e E R U, Bl 5 AS R
KB )M 6. 15k, Scicali 2 "R R R, fEH
5 J M = JE 5 8% M5 (familial hypercholesterolemia,
FH) (& g ILAE 5 A12 KT & T A HEE FH
() 88 . FH R RF 2210 HH [ B 6740 SO nT BE 25 1 o
A12 (530, IR AR I 2 SO A, (g g s 2k X
] “RIESRLL” MR, $20R A12 KT AS FIH
AR IMLE A ¢, R MARETE AS 71, Al2 8¢
VPRI SCAIBAEAE ST IR, oI, Al2 18
ok P A% £ i R S R 0 L P R B AR IR A I % i
RIFBZAEH, RAZAMAE R AS KA K EM
HEYM, FTE AS AR AR A12. 1L B
FRDL, A12 5 N =3k P R 40 B A g 4 f R i
[iE I8 R 324K (W CD36) g misE M), —# M
VEFRTEAN I N AN R P2 AR 20N . 7E Ak, A12 W] E
Vi CD36 {1 K1k, JFH CD36 4 % & 4 i, 7
RAGE @EEHINFF, KESEEMN, (2
RAER MR A . A12 5 CD36 XM E A If
eI A R BE IR W], A12 TTREAE AS th R 15T
MIVEF, KSR IF 58 5 s 30 VF AT LLEE A12-CD36
W) ThRE. )5, Farokhzadian 25 " BF5UR I,
W IR BB E P ) A12 B RRIAHLS, H
RIEKP5 B HRHICR ZRKM M 5 FN, Al2
(IR KT 3 5 kP P 2 TR AR G Y, T e i
T R R LT BT AS AR S EL T M T
I AR O ML SR 1 UB VP AT, IX R B AL2 IR AT RE 2
TEE O YR I KR AN 0 B (O T TR AR R A
T AS K, BT AS/A9 XHE K KT S
FAE R E AT PRI I Py R 4T
MR RIE, DA DA SR TE SORE B A U =7 A0 1 41
(reactive oxygen species, ROS) 4= il ik #2 vk #5 5%
SRR B, HRIAKFSBEH A 2 (a1 95 R X
PEIR AS/A9 M RETE AS J HABE B i) 245 2 o R 4E
ER, #dEmmsem 2™ E5.0 M FF R A%, Kk
7E AS B FH AT Y AS/A9 K F W A 75 B2 T 57 7™
FOMASEMNRE . A12 7E48 % B0 %
ik B H 454 CD36 4 RAGE @ % AU 5 £ Fil
RAEMATE, I AS filk (IR B, ] 5
FARLZ 5 AS I ERE, 81T A12-CD36 {5
o A A R SOIE IR IR g AS. R, AB/A9
K A12 M Ad B ALl 5 AS IR T AMI S, W

FAE AS HHIAE R AL AN TS BT, AH X A8/A9
N A12 IEHER K A3 A

2 S10EBS5AMBIREIKESIE

SR Bk ZE A 1E (acute coronary syndrome,
ACS) J& DLl IR B ks FERE AL BE B 2, 4k R 52 4
BN 58 4 D) ZE A LA T ) g 8 B Rt ) — A i PR 25
HAE, BFEZME ST Bt MO UL SE (ST-segment
elevation myocardial infarction, STEMI). &4 94E ST
B 46 MR O LR B8 A £2 € B0 4 (unstable
angina pectoris, UAP), B BLfilf 4 2 82 Ny [ T i 5,
FEUML AR O SN K AR T . BT
e IR BN MK P ZE AT () A 220 v A 2 N TR AR B ik
PAEIA S SO, 51 A ok it Bl s 25 RE DR 2
BRI PRI PR B S B 9 R W], A4y A6, AB/A9,
Al12 J% S100P 7] e 2 55 i PSR o

A4 F A6 HI7KF 5 ACS IR A IR KAH A,
It BT e 50 g ik e 20 WUBEE 1) 73+ Bl A
Ko WHFKIM, 1E ACS &, UAP B3 MK A4
A6 K RFEmTREMOLIHWEE. FEAL
I AR R FE 2R A4 /KF I & TE J5 220 i
RS P, R I F A XU S i A4
KRR T A6 CEIESR S ACS K K&
T B VI OC, A6 I IE 7K1 A FLAE G L2 i 1Y)
FKiEEHONEALIAAE G, HirJUER R I,
it FRIE A6 Rl I > O LA T UG UL
J& K i /SR BRI AR DA S 7 0 B IR A D e, BRAIG
ACS BEIET-F P,

AB/A9 FIE/KFH ACS 35 A5 % VI AH %,
FAE ACS BB TOEIE T — TURTT A8/A9 /K15 AS
PR G ARk i 7T Y B T R ST R TR
TEAR Bk A A2 J5 24 h NSRRI ACS B3 I 3%
i) A8/A9 FFHEAT 73 M, KL AS/A9 RIEH
B R A0 J13E0 (heart failurer, HF) f) XU 2 25 5
FRIEBACHEH P YL I T, A9 BT
37N BRA BT Lo L Hh L 0 L R B A% 200 L P 92 4 )
P, HoU JUURE B 1 AR 5 2 RN o 2RI IR SE
A9 R T L 20 A 28 SR R A 2 P 7 A A )
SR ALK IS, AR BRI RIAEERITE L. 7R/ B
JUL S I AR Y o, A S e 00 ) B AR A9 T A |
RAGE Ml TLR4 {55, /DR RAE, A HF Tl
B, JEAl R E S O IR M) 12 S 4 P,
FAEVAEY, 75 ACS E #5748 7 by IR 3 ik i
Wb, IR R AS/A9 K B T e A B
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Ho A8/A9 KF 5 (4 M BE i S Ak W Bl A O
BT 5 i A0 A g i 3 e 4 2, X Ui B AS/A9 1)
WP T s 5 AR T B 9%, H nT 520 240 f s 4k

A12 T HAE AS BRI ZLERALRE UM 52 212K
7, B AT KPR STEMI (12 Wt 18 28 5 -
7E ACS 37, STEMI £ 35 113 A12 7KF4E 30 min
WH &, AR IUE 1~2 h ik BE(E, HHE
A HG O UUIVES 85 1 T &5 HoAthOo JIF A2 05 64 1)
RGN S, LR EILE BHET 2 h
W, #E78 A12 7€ STEMI R 32 Wb i E, 1R IR
LTI A12 POE RS STEMI 3. 5 t[FRE,
M3 A12 WEAE 7K T 45 A st STEMI R J5 1 41
Je BsRA ST B

S100P #iA NS 5 A T -5 O U SE,  #2Eif
s 2| ACS IR A2 . HAE ACS B0 T —
TR ACS BB W ILIE 08T, 1% 78 KB S100P
£ ACS H I 3R 1K 2 2 v T 10 20 e Fe e 20 B0
21 BY, X KB S100P [R5 KT 45 KN ACS
PITRMFEAR 2 — o FA AR S100P & 2Ol
A BE A B 2 A R A AR DGR, SR LA A 32 B2
ST AS BEHUREZFNGE J5 16 AR T B, /MR AR
AS I BRI R0 R Rk A B E A . i
/N AN A% 40 T A 4 7K 3. mRNA J5, mRNA (1)
RISIEH A AN R FEA, FIILTE ACS & fa
NEE O WUREFE & AE 2 i 38 i /N A 3 DR R ik 1 AR mf
RE R ILRDK: R A ACS HHAE 5, S100P {8 2 H
2R RIERRZ — P,

ACS W K Z HImRAEIR, £ ACS B, %
T A4 AH G 745 AR A4 K PIHETRES 5
ACS 1 UAP IR Wi, FA B BCNIRIT G O I
FHAFR TGRS 5 5T A6 FIAH ST 7N $2~ A6 1]
e ACS D IUBESE T AE VR T #E 5. A8/A9
CH 2 T SRS 2 5 AR T &, 1X N TF 8 ACS
J& SRR AR ST U AR AL T HS FL AL, 7E STEMI 51,
A12 B7KT A oAt 2 1 S I 2 Wb B A ok s
PRI FHAME S R, TP W RHE . T S100P A
A A X ACS HEHAT H TN, HHE S5 ACS A
PB4, M OCHIE AU B e SR, AL
{EIZ W ACS J7 T 1) R 8 5 R R R 9T

3 S10ERSHEkEE

fitizh ik = (pulmonary arterial hypertension, PAH)
S AT, DU I A R e o P R
SRR INONRFAE ) B 26 I RGBT

Tk 2 D I Re A4, TEAR . HATRALE]
B AN I, TRGT HIESR R Y], Al A4, Al2
AT 2 50N KA .

AL XL P9 R 41 Y Ca® /K P R — S AL &
(NO) A= B 1R 15 FR A AIF 70 N O3 76 fi I8 2 45 v xt
HHATHZR D, HORULE i VSMC Rl Py Bz 40 g
RIS, RIS B S S M 1Y 4e &7 7K D fig
K. [N, JEEREREROCRME R Al 5K
Fe 4 ML) /) Ca™-ATP i (scarcoplasmic endoplasmic
reticulum calcium ATPase, SERCA) DL & Il B -3- fifk
g 52 /& (inositol-1,4,5-triphosphate receptor, IP3R) J
FENT. EMARVERZ, il Al B/ RRE SRR
B PAH, JERTE T AP AL SRk T 30N R 4 i
R DIREFRERT . NO A= pidl /b PA e SRR 2230k
AR L 8 %) BN 5, SR PR YA LA R i RDA
ERPIKITIRERITATT, AT E TR E N PAHRY . A
I P B ZH L AT R 2R R ) I8 NO AR, 4
HE— 20 T B AR SR A B T 3 0 5 1S ) NO/ 4
WL R M. NIXAS RS, Al AT DAL — A
Friva TR, RLE IR E NO/ EAIE B P17 T
W L DR .

A4 5 AE i L e v S AT B 2l T
Ambarstumian 514 @ | — W AE fr A 1 U0 il Rk
A4 R TR DR /N BRAR A, 7 il 20 JhkOWE %2 1) 1 28 AL 1fn
B MIEPER A AR B, fERE R RIRT R, A4 —
77 THIA W 852 B E 22 o Il I8 95 Hh ey 3Rk, $Ro
A A BAE M L R 2 BTbR &, — 7 i HAE
M4 R IA 3 ] iE st 5 RAGE AH HAE B RO it
VSMC 85 RS B, S 800 o Besg 2, 2
MesE, {2k PAH FIFE L.

A12 35 A A B R B AE il I A 0 R HE AR
H, HAEY) 2 5 % BT FLAE 40 AR P A xT 26 P4
P IR F e A R X S S B 5 5 B AN
VAl AS S5 2 E MG 7 1 B BB IR RAE,
TE L H (R B 30 S 8 M I S8 98 0 (100 7 % 2E P
HW P, Tzouvelekis 25 PV BF 5t R BN, 45 R PERGLT
Yedv B MR AL2 PR F E S HARBUEA K,
I A EXHRAIM L, PAH g4 E B gn it Al2
RIE B 2L RY, Al2 22— A I
PAH FET-Z N, X5 gk i sh /%
OO ENARMIEIE, 1ML HEE PAH B35 1R
RURFAEFA P2 5 12F e 1) AR b B0 o

B AT, 7R PAH KA, Al Al 5
WE) PR 1 240 L 0y e o 5 M I A WA A Bk, AR FEAE DL
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TXF AL BEAT A S T 1B PAH A —E A
A12 AMUAER R BRI s ik, 72l VSMC
tE ik, Al S0 VSMC DhRgrERs “ i A4
TE EI FE 0 B 0E B e e PEAN R, A SCERAR HE
WA R Rk, MHATHESE RE, Al S
A12 M8 A4 T 52 5 PAH 1 K 4. SR, A&
A12 7£ PAH [ B FH AT SR K, H A 7 2t — 20
(I R AF 70 ok A8 Wi L A B 55 PAH HRAE () B3, LA
7857 [ B A12 1E 8 PAH i J& RV IT 1 AE VbR &4
MIER

4 S100ZEH5/CH M BE G

o fLSR 1L FE VY (myocardial ischemia-reperfusion,
MI/R) 4535 72 i R b AFAE B B R )@, H A oA
Mtra T ik M. HRA R ANE RIS, W
LRI DI RERRRG A S S I R O A B

Sy PR, B RS SR 2 8] A A RS
WABANTE 28, 1 Al. A8/A9 BA N5 MR (18
HK,

Al £ MI/R it e Ry 1E A, 2 F R E
H I OOERE, PSRRI AR . HAE
MI/R $5i 4% KR HLI R AR 52 31072 %R G T
FLAE O UK I ) B i A B E I S 1 s A e 1R e
Mo TR ) B E,  H Dy ReiR 25 40 M 2880 ) 5
Ca™ Zh 112 UL S A B B A A &, B D
ARG RN 26 ks A4 T g AT 28 E FH R FLAE MIR 45345
FIRI /R B85 7 3 nt. O LR MES J ik A1 bR
AR B AR MIR 5 R IH T 0B i i 3h 11
W, fOEIReH BT XA, JFH Al IR
IR R RO VR T 7 RIEKF T, RUIHIR
P P Ak, A A RIECN MR $5 45 (1)
L2 —, 1 AL B RIE Y UE S B P A B
B B

— TG SR A 25 A3 AT R B A8/A9 & MIR 45145
ECEAVE R 7 W iR, A8/A9 Al
PL3d it TLR4/ERK £ 5 1) PGC-1a/NRF1 #f1 1| 28 kit
EEEM, SRR D) RERERS, RN BOR %
i, JE MIUR 5. h T #R 1T A8/A9 /KF5
O LA R ARG RO, B FC PPl T2
PO ISR 5 22 J et AR BN kA N\ (post-percutaneous
coronary intervention, PCI) K J5 IfL 7 A8/A9 7K ~F- 1)
NN, KILPCIARJG—RIEN A8/A9 KV
(183 B o KA D IVEA R, 5278 A8/A9 Al fE
KNE AT A AR EW . AT, B AR W,

AB/AY Tl Ab B 135 77 Jk AT L5032 (W) 70 o T 440 A O 2k
DRI R IA 38 i I 40 28 1 15 RN 2H SUB 52 1K D) R DAk
3 MI/R $i 5 i (10 22 O =i T e 1Y, IX R A8/
A9 Xt MIR $itfiifi — a7 1EF -

Al TECNAH REFEE, S 5LRARRH
HA S RIEGERIER . fEAERE TR
15 AL B 238 MR $5i 45 J5 B0 LD e, ax se4:
W) — 5 TH R R AL A BE S 5 MI/R #1475 1) %
BN MR, R SR THAR N AL KPR
B K 1657 MUR 45045 ()16 PR 2590 T ) B AT S5 2L
fH. A8/A9 X} MIR i FIfE B A —, T
A8/A9 7E MI/R 4545 H 1 AS [ B B Aiff 52 A7 75 9 15 1)
P S CAFE A E AR, R R RIEAFIER, X
TES I A T =R R AP LR AN 2

5 SI0EFEBSLINERE

DI REAN A A T 8P i (R g s O L Se 4 T
Ae T FE, A0 AT m) PR s, 3 R I A
PRGSO = AR O i . SRR, HK R
P AR WHE A B HF . HF EIRHA N2 —FPiR
1Th, —MEZHEERRG TR, EO0E5E,
FoA PRI RN 40 B 437 ML B s, Bl S 45
KA, M Al A8/A9 TR 2 Hh i B A

Al FE O LM P Rk i F w20 LA R
FEPER BT R H . — I HF BF A OEHAR
I3 7 AL ZK-P 5 3E FRAIG, 1t Fe 34t 1) it
HIRER AL ERESOIGRF I ZERRE Y,
NG SR O L T AL R SRHF A BE R T A
G, ERmOIA RIS TI, Al MR E
SEWERE Ca¥ WM AT, i — D B
THUR M S, & BETEIUR M  Ca™ $RELTh &E.
[FE, AL eIk 3 5 i A B RN &7 ok B 1Y) 08 5 S A 2
(ryanodine receptor 2, RYR2) v 14, AMHAE/D &K
WIS, IR AN AR Ca™ FORRIL, Mg
SR A PO LIS 48 77 B, RO T BE R A I L,
B R a2 — e A E . Hk, Al 7240
L TE] A TR ROA VB R I, L PEVK 5385
RER . BER. WERMG R, 7 Ca® [
M HEAT T, Al SUEE AR PEVK 451493804 B
1B FF R LW 46 e,  eAE RS T s O LR
WHABRE ™. 85, ERZHG AR5
(12 35 2= = AR AN RIFE FE I HE, o2l e N A
LR L ThRE L R s . B RAESE, fE
HF A, OULgMh A1 S EKF TR, H AL R
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Wr o2 ik sh4 HE BIR 8 B tkah, ROS HIP=4
7E HF R R EEAEM, 1M Al i RIA R
WL AL SO S O LA R 4 Y, xR AL
S —FRP 1, TN HE 518 5 U545 - SR10,
AV, EdESE - CTCF #if) Al #f |k
W RYR2, Ml Co LM A 4 J53 9 2R 1 B,
KR AL R B R R, A, et
FUEPXT A2 JLE HF, HArx T A1 fESONFLE A
PR FH 22 33380 G AN 2

A8/A9 B RS Fe O LA LR FIATE 7T & 76 — T i
FERE S A6 X M A P R R (DA B2, S S R
PR 5 O M S ARSI A G AR O IIREA
A B B RS SRR TR BRCIAE B
I8 IR0 LS D REARAT IS LR o A8/A9 SREF /)N
RE—ERRE LT NERZNFHOTI6E%
P, HAFAE S MABAR & o 8 HC LA Fn
JiE % B AL % 18 i RAGE 38 B8 (135 1, 2k Ca® 45
& A8/A9®Y, i i 4h A8/A9 HE [ 1 B K Bk 5 U
RAGE @, F#% Ca® Wi, MifPHWi s S
LA R, BRI IMKCSE, B RE TN I 4E
R FRIRIE, FARKR AR B, Dok &
SN VAR B R A, 4 v o i 2, 23 O D) BB

5 HAl S100 & AAHEL, Al i1 FH PEVK 454y
. 5 RYR2 MAHEAEH & AE QU4 B RIS,
OB A 08 REHAR R (T s ) YL AR
WL B AT MR RS KRG, AR A m)
2RI T AT SERE I A8 I rp 7 AR CE AR O R
=W LIRSS . R IEAFAE — 8 B E 1
A1 FIEEPREE ) i6 7 H AT ETE 1A PR 77 1) R &
BRI Ay G AT o5 25 5 1 v HF JS 19O LI ZE Th g . T
A8/A9 B Z 5O IR S, H kI A RS
FESPE, AS/A9 HHICHI B ARBENNGIRALE, PAF
IR FEAN SR 7R AB/A9 1T g R A 535 0 T T E AN AR
HF = 5 f2 R (i R 1R 7 #E .

6 1Tit5LER

M H HT TR A, S100 & H KR AL,
Ad. A8/A9 K A12 5O MBI ERR, A6,
A1l J S100P 7E.Cr L3 53 7 TH A FL A2, {3
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