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B E . GEAMEZIE Apelin receptor (APLNR, APJ) . & ELABELA/Toddler/Apela (ELA) #2&—Fffik
REER, MOME REF WA T LA OHWESE (myocardial infarction, MI) f&, ELA RIACLEMEF &,
HMJEYE ELA T 1B A #E [ 0 S SN A0 TR R O LT AR . HEPT M FTBCO = IPER, X e
RO F E AR T O IhRE SRR W . 1230 T gk YR PE ELA RIE ML HERI R4 VEF . B4 ELA 854
1B BT TR A NI T D 4T B V8 T 5 28 A e i o I Th i RS 5 SRR EBEAT A EE, B B Bk MI O
ThRESE 5 BEE BB s, AT MI B3 1 PR BE S St 391 5 1A T 12 30 R S0t AL S A1 (B R 3 Ak 8
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Mechanisms of ELABELA in promoting exercise

rehabilitation of myocardial infarction

PAN Shou, XI Yue®, TIAN Zhen-Jun
(Institute of Sports and Exercise Biology, School of Physical Education, Shaanxi Normal University, Xi’an 710119, China)

Abstract: The G protein-coupled Apelin receptor (APLNR, APJ) and its early ligand ELABELA/Toddler/Apela
(ELA) are peptide hormones that are essential for the early development of the cardiovascular system. After
myocardial infarction (MI), the expression of ELA is compensatory elevated. Exogenous ELA interventions have
been shown to target oxidative stress, apoptosis and promote myocardial regeneration and resistance to MI-induced
heart failure, with significant effects on improving pathological cardiac remodeling and enhancing cardiac function.
Exercise can mobilize endogenous ELA to play a protective role in MI heart. This paper summarized the research
reports of ELA combined with exercise intervention to improve oxidative stress-induced apoptosis and relieve
ischemic cardiac dysfunction. The paper proposed a new perspective on exercise for cardiac function improvement
and post-MI rehabilitation, in order to provide valuable theoretical basis for the study of exercise rehabilitation for
MI patients after the acute clinical phase.
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2013 4%, Chng %5 " ¥k RIEEE T N KIEHG
T4 i A ) — Pk 263K ELABELA (ELA), 7R
TE5 G HEAMEZK Apelin receptor (APLNR, APJ)
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YIMAE, HAL TGtk i B S5 MR 4 &
HFF). AR MR L B EZR. A
K ELA JEFN T 4 5 Jetufh, 1 7EBEE fa Fl R 2K,
Hormbr T 15H80 8 5 etafk ; NFzER ML T
ME RS mARE, ¥ 34, RSN TN
N4, =FMELA32 @ ER T« N
QRPVNLTMRRKLRKHNCLQRRCMPLHSRVPFP ;
P & f51 . SARPDFLNLRRKYHRHHCLHRRCMPLHS
RVPFP ; fi2% : EKSVNFPRRRKLYRHNCFRRRCIS
LHSRVPFP,

NG, ELA EERIE AT IR T
M. ML A 240 i (endothelial cells, EC) Fil i £F
YA s EPE S RAAIA, H I3 ERIA M TG
AR s 7E BRI, HFERE AT OE .
AR, RSN IR E IR 6. B R SR EE9E 240
MO EAFI SR B L. 1T B AN 2K ELA R IA
ST E. B, B, OfF. Bl mE EC f
MRS, WHEHRIE, hAkEE g ] ELA-32 (7
AN XURE SR 7 51 V)BT BOR DA ZE 1) ELA £ Ik,
RIE RN FENA R Z K%, 3000 -
ELA-32.ELA-21 f1 ELA-11 ", {EFTHEHES+,
ZHFHNKIE BARAFE, (B FE AR AR B AH F 2
BT A, HE A Th e 3 1R 5 A ity L
HAME . ELA P FIKE AR INRE, HE ¥
TR EER W, Hd, ELA-32 3G E, ELA-
21 LEAR A BIE S I 14 min. BFFE A G2 41890
BERIAHAER 1gG-Fe-ELA fit & H 5, WK Y3
WAZE 44 h, I IZ 7 kAT B35 B0 REAE X I A2 R
PR ECo VLA BRI 5, 50D A BT, DX 4 o 0 T RO U 2
Hifl B, fRHEDN, BLA fEAANREIBRA B E R
AL AN, 2 3 R KT By PR ) L I R
R4, Rk, FEK BLA 764K A 12 22 1 al 2
LR R S i B R4
1.2 ELATERERBRDBER B R HINRE

APJ (1L 44 )y ELA A1 Apelin, — 3% 338 i 41
WP T APY 24k Te gk R HE AR B Bl KR
RIEIESE, ELA-APJ SZARH0T00 MU R G LR
BAESEAMER . BT IIERE TR
fa# T B T ELA FE 2K 7344 1) iR 48 40 Jf b ik
B M, LA BT 1) 78 BT 40 B 4 Ak A
JVLRE M sk R S RGO 1L R BT BORN F 30 iR
MREEXREAEZE, HYEEIR, apelin @iFr/N R
fif SO E R B TS Y, TR ela #15]
BE L 1 IR RO ik R e T B0 IR 2K I L 5 EUIR

FRBOE ", ELA-API A5 SHE NIRRT E S5
O I AR BT BB e AL ), 5 2670 (pre-
eclampsia, PE) (A Ji LI A . B =B N KIE
BT A4t ELA 4b3E, H T DL NS S 1)
AL TS BIR Kk . PE 2 3SR 5
TS — KREEJFER . @@ ER ela MMNEHHE ELA
XTECR I, J5 & v R G /N B PE AN REIR (1) 2%
S, 0 H3F AR i Apelin . % B 7TAE B ELA Al
Apelin 7E15 518 FRA %R . PEATHEE 5 I
IR BRI G B AL 2AH T, B R 4120 ELA Kk K
SRR BEAR s AMEPEE ST ELA J5, WEHE0E PE
ORI RS G K &, L& ELA fi%%
A APJ 35T R P 5| S I VR iG 1G A9 57 2 4 B
AN 2 R0 e B ik 28 B A . 1% AL IR B AR
ELA-APJ {5 5 i F5 45 2 PE B3I R B K 2 —.
ELA-APJ SZ ARSI R0 7T RIERI IR . PLRNPLLf4E
R AEEAEM, MRy o 24 ", ELA @
i APY O BE IR ULES 3- Wi (phosphatidyl inositol
3-kinase, PI3K)- £& H /i B (alkaline protein kinases,
Akt) BRI T- A0 B R R . fE ki
gRid e, ELA-APJ B AT ISR Ia 3 3% 557 2 40
MRS TE . B R e Sl ik 2, i ] i A 4
A 5 B A B 1/2 (extracellular regulated protein
kinases 1/2, ERK1/2) )& 404 B &7 5K M8 . FRAK I
FERIER M, RETE ela @iBREHL T, NREIH
O ME IS5 PE MIFTARAE, (HA W ER PE
B W BHATE IR BLA A R IR 4L 2 A 9E e 2 5 1,
K, E/NBRARRI 0K ELA 5 PE B &Rk Sk 22 4
I RAHSGHE ) S5 18 ] B B RIBR 1 o I PRAS DU e
¥ PE 4% ELA /KF T IEH MR &, (AR
PE &35 5 IE % 4 gk 2 1% 2 18] ELA If 30 B I8 T8 22
S, 3 Apelin KSFLEIG AR PE 0% W38 n ™ 48
IEHEN, T BOX MG L) 5T RE 2 I R ELA
KPS Apelin BG4 HEA L REHIHEA 2
BEUEHEK ELA fE N5 PE (bR EH, (HAN EIA
12 ELA a8, MEHERCREY]), &
WA CIER R Bk i, HERZEAOHKE R
R L B
1.3 ELATEUCIE RGRIEM TP RITNEE
FUWHE AN ELA FZRIL T Iiar, (HBE
HHFFORN, HA ORI — P N IREECEREE IR G
REBZJaNFRIET LIME R%H . ELA/Apelin-APJ
HEMERSEMMIBRGEE P REEZEER, £
5O ERERS . A4t gifiET. Ak
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IS8 J7 989 [ . ELA-APT 38 % EL AT 1428 1fi s A
BEMEFAERER, HERSIEERTiESYS
SBKSEREREAL . I Al ik e R i A o A
EIRIIRRERE M, RRIE, B O (heart
failure, HF) & 15 I &, 1MiE A ELA /K-FHH &
e, 2O HUESE (myocardial infarction, MI)
B, M5 ELA /KPR BT IR i B ie =,
HKOF A 0 H B ST Bt s 28 MI R TUs A
Rz R R & U, e ELA KT 5 &
B RIR Bk A e AR R AR S 1 phAl,  iE
ELA /KPR MOS80 IR & 0 2 S U 4i Th
R B RS AN T R v 0 S AR T A UYL R,
i ELA KPR vl /R —Fds &4, I BUR i &
PEMIL J5 kP I O 2898 F R R AEJE . ELA
Al d I PISK/AKt {5 538 % 2% it kil P EEVE 5 5 1
O LT B T AT 4 Ak R 2R R A T R B S P
ELA ISP % - M8 B9K R RG0ORFE % 1)
e %, Rk, ELA A4 E s IE 43 HF &
HOHT TR AR VG IT #E . ELA 182 5 56 009 1)
RAFRE, FT1EN O EAR BBk 42 . HF % &
FEEE. LSRR A . A7 038 K B 3 1 A )
Wi LE bR £ . ELA 5 bR 0 fik ks i A1 12 00
Wi~ TR A2 f HF 452 2 ) P, K& ek
WESE, IM3E M ELA KF AT AR S 22 Ffrca ik 952 95 11 T
MAEFR. % T ELA X0 IS R GRS 1ER,
BT R YW, TEG RO U B R T
PHEEE A,

2 ELAHMEIMUCBECRALE L R

AN AN T 2 MR B S5k
JINM 51 A IE IR R G R RS, S 518 MR
RAMK R, KW AFFHMRE T,
AL BB AL . MI 5 3 B05 L4 (reactive
oxygen species, ROS) A1 HAth F F A b Wit FE HEFA,
WLAR A 8 A B sE A AR A S i I Bl A A AR =4
REHGIN . AR ALEI AR, 5lE Mg 4 o
ROS HERREUE g it 84k . 2 B A R R TE IR
&, M S5 DNA Wi P, BRARHLAA A AL BEOK
SRR M5 O IERE S D) RecE . AR,
FSON B I R ELA (1) 2328 ] 1001 320 Ji5 25 08 P fre e mas
Wy R H R ER (triphospho-pyridine nucleotide, NADPH)
AL BRI AT ROS 7= A4, k#5145 Ak RLEOK A1
I 4 I A A BB A B A F T ELA 7R (2t
O L8 B FF S O LA B 43403 7 T B A R 2

o AN E ELA 0] 5 25 BRI O WL 49 48 DG F
PR VLR G [F) T Co UULVES B (AN el AR
FEY) A 1% (malondialdehyde, MDA) /7K ; $&5
PUAAM N BLR T2 e H AR (glutathione, GSH) Al %A
14 B4k (superoxide dismutase, SOD) (3% P P,
R R IR B B ELA W) 35 35 338 s R 2% 48 52 o 1 B
i RS e L R R LA, 3 o o)
NADPH %L1 /ROS/ 1% H BR 45 & 5 TR AL S5 i 13
AR 3 (NLRP3) 28 i /)M a8 2% ok 2 15 1R 25 28 R
o T v R 3 S AR T K AN R M S
ELA-21 w] & 2 40 5 & P s % KRR 280 R 158
LK, B NADPH S840 BgE 14 R HE P & Fdit
Ak i AR P, BLA W@ YA HE & (I
03 (forkhead box protein O 3a, FoxO3a)- JJT R ] 71 25
1 3 (sirtuin 3, Sirt3) i & A RLFOKF, AT EE
PR SR O LR B Ak, ELA AL 5 IR
BRBMOIME REINRE4ERF R B, MAE®
WA RN S REE R 2% D) B ELA K%
& APJ i@ i #3% PI3K-Akt fll ERK1/2 {5 5 4, A
A B 1) 70 0T 4 L 28 A 453 4% AR 70 48 R T
MR B, Rk, ELA FE 4R 3EO IF & E LA AL Th
AEH TV JTE K, {5 ELA 789 ¥ 00 F A 3d 1 ey
FRALHI A FEHDH] ROS A= e PUAAL LB, 715 28
FiAR Ty fig LA S AR i3t M Iz B 2% B Pt A4 A 7 TH
fif = SCHRARIE o
3 ELA{IHIMIOBEZRAE T

3.1 ELAHIHIOA AR T H R i E7E

KRB FCUESE, B bk 40 g -2 SR (B cell
leukemia iymphoma-2, Bcl-2) 5 Bel-2 #15¢ X JE[A] (Bel-2
associated X protein gene, Bax) Ft{E 7] 7 A 4H fitg ¥
IR 5 v O SR AN NS e e S )
(caspases) 7E 42 il 28 JiE T 2H AL 13 T 70 200 I 30 15 o %
AR SCE L, Mo caspase 3 2 AT I T 1 oo
HEAN . ELA A5 )5 &R T 5 B8 8 78 5 T4
Bel-2 7 f# ik Bax & H RiA/K, RMAPHETES
7 ELA 0% . B4, ELA W4 caspase 3 i {4 7,
IS APY N 4563, s MEKD2-ERK1/2-p70
PR TR (1 S6 1 (p70 ribosomal protein S6 kinase,
P70S6K) F1 AR H FR VS 4K, 2% FH ¥ (adenosine monopho-
sphate activated protein kinase, AMPK) {5 5i# 4%, if
T 9% 0 ) DR B . Re AU, 40 AR G B AR
SRR B RS B RE, BLA BOE
APJ J& L1 APJ [f) Ui 4> T miR-133a, 00140
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AR SR LB SR N AR T, WFFTEoR, ELA
1E IEH 18 B 51 3% Yes A 5¢ & H (Yes-associated
protein, YAP) J& ¥, {24 Akt {5 5 #4005, ELA
IE ¥ YAP g i £ Rk, Fr ERK A5 5 B b,
Akt 15 SIE RS YAP W ER A 7K 158 B4 BV 72
ELA fRHECo LRG58 . F0 98 T i B B 42 B,
BT ELA fE4AR N BB, SEUMEEmA
B TR 25 2, a2 BB LR ) ELA Il IRTE A
BRIk, #EFNARMA 7 raEROR, i i) g5
%9k i R pAAV-3xFlag/ELA-32, & Bl 4= i ff) ELA
Wod APY, B 3F i A 3 B A0 AR R i N R AR
[X] ¥ (vascular endothelial growth factor, VEGF)- IfIL & A
A4 K Al F %2 4 2 (vascular endothelial growth factor
receptor 2, VEGFR2) [ T g, H.i% 7738 nd 41 57 4
R AR 41 B 2 8] 4 Ak A0 i R B B 9 ) Jagged] -
Notch3 {5 Tl i, AKIFENERE MI XL E A 1
FA P, BT L ERESL, BLA BA ) MIJS O L4
IR T A2 O FILAH B 28 5l A0 0 458 AR B VE H (
Do TEAAIKE R, ELA MR IENE v e
12 BN T I O L PR VE 97 H o
3.2 ELAHIFOAIMEECHA T HR#HIEHE

O JULAH L AROHSECo L ) B 40 1L EC A if fiE 4,
M EC /R EDIRAS F A F /MR E S, X
Se R4 5 5 n S s O LR BRI A A A, AT 42
FAMAEE . ARZWFFUIRGE, ELA £ EC
mERIE, 456 APY KIERTODIEIF4ERR O L &
SRS HER . 78 PE &, EC M fTge
FEhG AT RE e K4, JF2 5 PE KRBk it f%.
AN, FE N N B2 AT I 3% BLA [ %A R B1,
ELA 7K R %5 EC Thfebats X /%), Hulfg
e I AH 5% B L EC D RE 4% (52 e PR 3R 2 —

E NI EC , ELA @it APJ |if PI3K-Akt (=
SIEEG, CAtiRe EC (S 71, ATk gn L A2
APETE R B8 /7 7 KT ELA BUA 4E 45 EC Thig
BoE IRy ORI IER . S8, ELA BEES5.0
WL EC & T B BE A ¢ OB T b, HOBTEI 2 T
MURITI A F5 i B . A, 1235 ELA fJ3L[H
TG 4R EC Thaek A mEEH.

4 ELA7EEZHHIEIMULL B S 40 R BAN 4 e
THHER

BN EA S E R RO, & HIS 3T
FEAAR K () ROS X4 3k 144 f B G &, 17 Al 24
23l A B ROS WA AT 3 1 is 3 M A A S 40
. 1z 3= 4 ROS 18 i 22 2 1% AL B E B
(mitogen-activated protein kinase, MAPK). ERKI1 #l
ERK?2 #i5# X F xB (nuclear factor kappa-B, NF-kB)
55, A0 20 M Be A A0 A O i 8 A A0 D B Ak il
(manganese superoxide dismutase, MnSOD). 2t H
kit ALY (glutathione peroxidase, GSH-Px) iz
F3E A SRR A i B, ] NF«B ®ik, #
TEUCERAE ST 1 (SIRT)- JR B i B P ey — 4%
TR % 2 (LB 4 (nicotinamide adenine dinucleotide
phosphate oxidase 4, Nox4)-ROS {551 %, 4% Ml
7T I AL R AR A P B B fE R i3 ELA 236
A BT TH B A RBEEH . WK, ARIEE)
235 B O WU 2R 3 o ELA KPR, @ik
AP e MI SO0 teabh, il & i
B 19 Fe-ELA ZEK 32 15 Al iz UR oo 3%
DRI HEI,  Fib - 2 A AR O AT e Al i ok AL
LA I s AR AR B AR . SR, 123)
A1 ELA BUEE - Fim) A A RO R MI S O UL

' Yo, «
W Pk i % %
Akt 7‘:‘”4?1'” A

ey S e
Kl /PI3K @ e

\‘:1‘\7‘@

E1 MIFELARE AN ZRAIETE R B 4 5 S @8
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P 58 77 TH B = SCRRARGE . I B HE, A U
FH R E MI G O I B B RO 8 1 55

i gnt MI Ja e 5 DA R o503 4 i 0 1 B A H 22
TER, EAT] 2R AT He 2 2 AU i St 2 J5 I
JERE AR, A RIS 3T PI3K-Akt- 45 [
Wl G-1 (protein kinases G 1, PKG1) 15 5 ] KIE
H1 MIK RO ULAn R T E R . thah, HRi2
B0 A Co LA 0 T 3 0 ML S O Ik D) RE AR
JE38 AT fi 3t 02 b o ULAT A4 P 7 S 0 K
L MI J5, ELA ik %% 7w, SMENE ELA T )
28 d J& Al 3 PR O LA MR T2k dash i i 2
UL ELA K, R84 s sh A1 A E
PE ELA XUE - Flid ] 42 = 52 A& APT F120 Jifa J] 3 2
[ D1 (cyclin D1) R KF, 4kTiEE PI3K-Akt il
Akt- 75 H%F 2 52 /& 55 1 (mammalian target of rapamycin,
mTOR)-P70S6K 15 51 #%, M 1717 g 2k 0o JUL 2 i 384 5
FEAMEI R T M SR R R TR A S A X bk
I, ELA %:%% 20 min 5 YAP BEBR AL /KT TH 8 e 2 35
ELA {5 APJ-Akt/ERK 11 ELA-YAP 15 5 i % i 3t
[P 8, R RIS MI S 40 i T 7 B
ELA 80 2303 ] i 2 H2F+ Bel-2/Bax LLAE, 1)
il caspase 3 it 2%, Hizzh5 ELA BeA T A
BT TG O T B 0 TR R R A B R
fEIZZ) TR, ELA #ifi] MI 5O L4 i T B A
CERTAINEVE

5 ELAIELOARIES EEBRFAOINEE

FE U LT 2 200 B 1) LR 2 44 4 e A o 5 v i
LTk ALK H T -B (transforming growth factor-B,
TGF-B) 7] 5] 2O L 4R 4Efk. ELA-APJ fli 5 .0 LT
etk kR /% VI, ELA A] Nl TGF-p2 A H A5G HEH,
DAL FRAR LT 4R A0 2 0 R 7 3Rk, ks /N RO I
[F J5 B I A R A7 b T AR, st o E 0 0,
A, 5 5K R el (angiotensin onverting enzyme,
ACE) 5 Ifil % % 7k 3% #% #: i 2 (angiotensin onverting
enzyme 2, ACE2) LU {5 38 it 2= 5 2500 JIF 2F 444 B,
ELA %[O e ACE2 WEEIE L5 520, AH AN
PE ELA Jfiid APY 32 {A 0]~ ACE, MIfiF#{ik ACE/
ACE2 HUAH . #RTM, APT 55— A& Apelin J AN 5 il
ACE mRNA ik, {H&I .0 if f ACE2 mRNA
LIk, [FIFERBHH 4R SR . ELA R Apelin
7 ACE/ACE2 tuAE 7 AANE, (BAE L BNIK 5 47
LT ELA HE ) (oM G s, B AR, Il R
5K & 11 (angiotensin 11, Ang IT) 7] _F 1§ ACE ik /KF,

ELA £ R ENIK D487 0ET, 55t Ang 1T IF K
FEIH % SO 4t I E R ™ ML KR &40
e ELA -1 7] A% MI 5 O ILET 44k () F2 1Y,
Rl A B T I ) & A8 75 ELA TEAKR N (1) 2 35 1 4 K,
O LA 4 4 2 R B 5 3R Y. ELA IR RE s M
T IO RIS 7T B o B O R R, R IE
OB M AT 5K . BRARAT O =i I B A O = IR
JEL T fi ofn A EE M L A O UL A R I R DS
CESEAMEYE ELA XSTALA N ELA ) mRNA Fl APJ
AKPFETEREA, (HANEPERE ELA J5 i 55 nl {6 52 45
OIFH O ThEENE, % MI 5O Ihhetk 2 B4 (it
PEF B, ELA AT %340 ML Ji5 O ILEF 44k (2 i
BRI O R, (R Z OIS O I RE .

6 NEHRE

I ARE B MR T I S I S R S A
BREFEY., BRI A AR T4 Th R,
e HE I AR IR B 4, A AT B MO i e
Fik 1725 B 41 R R i (0 2B K R I B, 3T R 4 X M
OAERE T ER ¥ WFFC R B, ELA X k56
DX 35 100 72 40 B 26 I 35 T R N R A B R S
HE5E e ) HA R B, K BRRE B K R B R
I EE 9 (adeno-associated virus 9, AAV9)-ELA %
g, O ELA 3Rk, 1zl R ki 5
I T A R T R ¥ HEik, ELA XHF0
I R GBI 1 i /E P A3 80 78 7 EDEE .

JRUE 2 [T ELA St MI 5 o0 JIE 9 4804k 97 38453 495
MR AR, EAE O LRI U SRR A R 5 R
B, ik ELA A] 3427 SOD. MDA 1 GSH 7K
-, BEA% NADPH 484k g 1 940 ROS ZE R 252,
SR, 3z Bh Al i O LRI 34 L3S ELA K #Y,
NI NF-xB 235 I 038 4 bR =& 3 LA 25 45 B0,
HNJEPEZS 2R & & 11 Fe-ELA-21 [RF 5 R B0, HoaT
i PISK/AKt A5 5 380 [ P fIC B U s i P88V S5 1Y)
ROS 774, $27} Bel-2/Bax HG A I D0 40 i i 1 5
EHL R BV B, EBh TN ELA B MI
Je A LSRR A (P RIE AR L S

TE A HCo L 20 B T 5 T, 38 2 s s
IGF1-PI3K-Akt 1 Hippo-YAP {5 5 i i 175 5 A= # 1%k
;1391 v L Y T 2 | W (=2 R e
GifEFE B0, SR, ELA tha[@id PI3K-Akt/YAP
A1 Jagged1-Notch3 15 5 18 % A 44 4 il MI Ji5 O i 28
P T R HE M I A 7R . i
IBEN L ELA $08) MI 5 40 B T BB AR A 2 e
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FEARBE O LE AR A2 J7 T, 8 B E i MI G i
ELA & AEF Tk K AR AL 0 25 X 5 . 55
SN CETININES TIE NS SR AL /3= AL S 55 S brta|
AVHNJEE E 40 B 1 ELA L [R)F Fl s s b1 Tl ke L
A0S 51 A AR T SEL 2 X ELA 524k APJ il cyclin
D1 %k, % Akt-mTOR-P70S6K #1 PI3K-Akt/YAP
fF5 M, (20l EB40 M EC AL LN i 1
VT I o N ¢ o 1111 DY | A B2 A T
ELA @it #if] TGF-p2 KA HHHT Ang 1 1E4E, T
Wi ACE/ACE2 LUAE, K5 5038 S A0 S0 ORI 48 ffa 7
T S 800 L ELE 9 5 BLA X MI O B
HRAVER, EaEi ELA 203 MI J5 % B 598
HNGE ML O LREAEE, X MI 5 O Zh RE F o0 Al
I R RS HA LR (B 2).

WLAE N ELA 7538 7K1 (1) i A AE 5100 i 2 i
Bl R B R CE L, (HAEMRIBAS F R Be {52
MO T () R B ENAAF 1M A1 M5 A1 Bl 484k 97 38
O LA B EC T O ULEF4Etb ], X sk
6 B Y S B A Y5 PRV S ELA AR & BRI 3 T
TS, {EdE M1 J5 O SREM R IATT . SR,
BB s F O T R ELA 3RIE /K P78 E P 4b
WE R A H0E, 123070 MO IEZhREH 1
RS @ ah s, o B A A 2 5600 75 i3k
— SRR, EILXT ELA 5 ML O HEE sh R LI
KAEWP, 7k ELA KFEAE IR %050 HLI A

PRI R o sl sl O E D BE & MI 2
)RR AR BT R URUHT B

(Z £ X #
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