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Progress on the Role of Striatal A;sR in the Prevention and Treatment

of Parkinson’s Disease by Exercise
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(School of Physical Education Sciences, Jishou University, Xiangxi Tujia and Miao Autonomous Prefecture 416000, China)

Abstract AzaR (adenosine 2A receptor) is specifically expressed in neurons of the striatal indirect
pathway and plays an important “integrated” role in the regulation of striatal-dependent programmed behavior.
Excessive activation of the indirect pathway under PD (Parkinson’s disease) pathology is associated with A,aR
overexpression in the striatum. However, A,,R-specific antagonists have unique cognitive-promoting functions
and neuroprotective effects while improving dyskinesia in PD patients. Various types of exercise therapy have
received increasing attention for their positive effects in improving PD-related behavioral dysfunction, which
show positive effects in neuroprotection, anti-inflammation, anti-oxidative stress, regulating neurotransmitter
expression in the central nervous system and promoting neuroplasticity, and can significantly affect striatal A,oR
expression levels. Starting with A,4R, this paper elaborates the possible role of A,4R in the prevention and treat-
ment of PD neurodegeneration and PD movement, providing a theoretical basis for the development of new tar-
geted drugs for PD and the study of neurobiological mechanisms, and providing a reference for the improvement
and promotion of non-invasive physical therapy.

Keywords  adenosine 2A receptor; Parkinson’s disease; exercise therapy

WoRR H : 2024-08-18 P22 H 1 2024-10-30

B 5% AR R 2 L & (il 52 32360217) IR 207 TRV S0 0 H (5 23A0413) T8 45 0000 A Aol i A 20 5 AT 2 350 H (HILYAE 552 202401000933)
IR B R A U IR RIGHEME 52 $202410531079) % B A

*EE1EHE . Tel: 0743-8565021, E-mail: stemph2021@163.com

Received: August 18, 2024 Accepted: October 30, 2024

This work was supported by the National Natural Science Foundation of China (Grant N0.32360217), the Scientific Research Project of Hunan Provincial
Department of Education (Grant No.23A0413), the Hunan Province Undergraduate Teaching Reform Research Project (Grant No.202401000933), and the Hunan
College Students’ Innovative Training Program (Grant No.S202410531079)

*Corresponding author. Tel: +86-743-8565021, E-mail: stemph2021@]163.com


https://cstr.cn/32200.14.cjcb.2024.12.0012

2118

HEJEMZE T (basal ganglia, BG)2& M Z F & 5ig
AT FEZ X, T7E A BGHIZ L, SURME
G OR H R JZ AN B4 AR R\ LA e i 1Y) 22
ERzRemA , 5 BGIm S AHIE S ST E
1z3)), UL Ldash s ) kN, X LT fe S EEAH T
SUIRMAR A (5 4850 = FHUAT I — 2848 08 <R 45 2 plp
276 (medium spiny neurons, MSNs)”fi{ill % 3L T g
(y-aminobutyric acid, GABA)REFHZE TG, F Tl [X 2 [A]
IR R AR A AT S0 A& MSNs 7 A 24N 4 -
H Bz 1) MSNs(direct-pathway medium spiny neu-
rons, dAMSNs)All [A]#zi8 % I [¥] MSNs(indirect-pathway
medium spiny neurons, iMSNs). dMSNsA& Hi 558 Bl %
P2 BGH A A% 4], B B P ANES /2 57 IR 5D
B AR (SN/Gpi), T #3K 1k 5 Gas/Gaol i H MBI £
B % 17 5244 (dopamine 1 type receptor, D,R) & P i Fll
SRMERK; FHELZ T, IMSNsZG #5024 FERSMIUES, 3=
FFRIK G Gai/Gaot FHRI R 2 Wi 281 32K (DR
HERR® . B FE RN HURIZ SIS, SCIRARE I Z B
(dopamine, DA)YEH]FD;-MSNs_ GsfH I DR, H#E1
JLN cAMPYR E, JEC 213 H A (protein kinase A,
PKA)MITEH ; IE5F, DAEAER] T D-MSNs b Gi/of Ik
I D,R, BTG PKA. B DASL, BRH A AR pR £ i
A RES 5ia s, MASEPWIE TR I, GsREkR
H A RFFFMERIE T D-MSNs. ApaRATIE I AH B
P77 2R % DR 2R N-FH 2L -D-R AR IR %
A& (N-methyl-D-aspartate receptor, NMDAR), H.PAFHH.
PRI 7 R4 ST PE B Z R 52 A& (metabotropic
glutamate receptors 5, mGIuRS)A 1784 Kk 2 524 (can-
nabinoid 1 receptor, CB1R), ki /ESCHRAARAMK A 14T 1
Vs R EEH™, PDIRE T, SBJ5EL
EH I DAREM A UM TIEIRAS, FESCIRIA DA
FEAIC, 15 D,-MSNsHIIE B RE /1 FFEAKAN D,-MSNs )i 3l
RE 7 B S5l 1 vy (B B I A ) 20 B D e 2R AT ), 1
A FH Al A2 38 5% SNr/GPi ) LTS By, 3 11 00 )42 52 K
JEG B S AL A I REAZ A, TTHslis sl & Ak, 2
FEPDAHIAT NN REREAT I 3 EE R PR, PR, 9%
SUIRAA N1 I RS TR B T BRSO SL (1)  HE , BE
% 25 B H 1) Ui A T S U AR ARG ) 0 e v P 1)
o Traxa] Lo i A48 S0RA H Ao RIPFRIE K
KL WFITERY], AsaREF S PUAIE L PD A
FIZ BN RIR, B MR A B gk Dh e A £
PRAPER T, SRR HIE B T AR 2 PDAH ORAT

AL RERERG 7 T (AR A PR 2563, HLAE
ORI PR PUAMRIE T AR R G
P23 o ik A b A 8w BR A 45 5 T R B LE AR AR
RONL, F ]I 2 M SCIR A A RFE T, RSO
ARAT, K ApaRTE PDAIZEIRAT 54 I PDIZ 55
AR RENE FHBEAT I, O DR Y EE 1) 25 M
Loz AR U AT ST B B AR , TN ToalET
EYENE R SO RS

1 AnR

PR AE N —Fh NIRRT, (A TR
A HLRF , HAE NP X2 R St (central ner-
vous system, CNS) 1 —Fi{E 2 # ) 22 1 45 77 £E iz
B AL RIS R AE R R AU
HAPE T A SR A mT S VR AR 28 e A, IR T
B TR I 240 PR /N i 5 200 PR ) 1T TR AR AT
RARGH PN 3= 2L el 585 1% IR 1 (adenosinemonophos-
phate, AMP)[¥) 4 i1 7= A=, T EAMMIAh, R K
Tt 3 L 2 0 i A R R R S DA B ol TR T Tl XS A
FATE TR AR (cyclic adenosine monophate, cAMP) ]
ABHER Mo IeAh, BRI 5T 40 L e % d i HL |
P 1l i 7 % 12 55 A (equilibrative nucleoside trans-
porter, ENT) BELFE R U 1 BN 40 a4, B0 4 R
10 FE i 1) U7 OB T = R IR 1 (adenosinetriphos-
phate, ATP)ZI|4H g b IR 55 A 3 e R i€ AL e A6y
JIREF U, BRI, S E o ISR, B AR
AP BT S AR T ENT!S), 5 28 i 28356 5 A4
EE, Ff Ak R FR SR 22 18 0 B 75 2 L- A & Il
JIREFAS A% 8 LA S 5 2 B A 3 (IR — e 192 TR
PEAE) SR BL(PD ADRVARAE) A2 . 1 iR
FEAE ) 2 R8O a1 5 G A A [ ) 52 A 2 R SE
DU BREZAREEARE AL Ay Al AR
(AR, AsaR. ARRATAR)Y, DL E4F 52k 8T
G H B3 1K(G protein-coupled receptor, GPCR),
HAARMARE Goi/Gaofk FHEL; AxaRFIARRYE
Gas/Gaolf& FHEELI(E ),

AR RE SR IRI)— R, FEPMEE S
DA RN X 318, 7ECNSH, AopxRJLFTERTA X 5,
(WZSUIRAAR . T L ERSMINER R i 45 4% B # A K8,
FAEGUIRAARTS A0 0 e 2 4, SUIRIA T AR E
D,RAAE 45T, 5 NMDAZ 4 L& mGluRS & A
FFER . BRI, AL RAEWIEIE B A K B A AR A
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AgaR: JIRTF2ASZAR; AR IRTF 13248 AsR: 33244 AgsR: IRTF2BZ4K; NHy: 2 4:; GPCR: GER B2 {4, COOH: J2IE; cAMP: M FL{ L iR
H; PKA: S ¥ A; CREB: cAMP M G458 1 MAPK: 2228535 102 (1, PKC: &R FIEEC; DAG: —B2EHul; PIP2: 4,5- —BARRTE
REBLILET; NF-xB: ¥ [A 1xB; HIF-1: SRS A -1,

A,xR: adenosine 2A receptor; A;R: adenosine 1 receptor; A;R: adenosine 3 receptor; A,pR: adenosine 2B receptor; NH,: amino; GPCR: G protein-
coupled receptor; COOH: carboxyl; cAMP: cyclic adenosine monophosphate; PKA: protein kinase A; CREB: cAMP-response element binding protein;
MAPK: mitogen activated protein kinase; PKC: protein kinase C; DAG: diacylglycerol; PIP2: 4,5-diphosphate phosphatidyl inositol; NF-kB: nuclear
factor kappa B; HIF-1: hypoxia-inducible factor-1.

Bl REREZEEHERENERNEIRESE 1811220

Fig.1 Mechanism of action of different adenosine receptors upon activation (modified from the reference [18])

DAREMIZ TLIE 55, b iR 8CIRIE M & T IE
BEW S INREM T EBYEDT, ARG KF L, AsuRAL
TR T RAAT AR Al f5 X % . BRI BTN, /)
Ji S AR A 2 R e Joft 4 A AR A I P B A . 1
Ao RBGIEE I, 5 K Gol £ [H B4 4143
GsH BB, (2 HE IR B A L (adenylyl cyclase,
AC)FEf#, il cAMP/KF-, % PKABERR L , {2k
Ca™ N It 111 3 S5 PN A5 B 285 T 40 ) AL AR A7 A
S T Y, ApaRiE T c AMP-PK AR R 10 5 5%
T cAMP Jx ¥ Ju /445 & 55 1 (cAMP-response ele-
ment binding protein, CREB), ¥#i%#% [A 7--xB(nuclear
factor kappa B, NF-kB), #i#23 [K LA (&), IEAF,
Ao aRIETT LLIBE 22 24 )5 1% A0 B U (mitogen acti-
vated protein kinase, MAPK), {3t % Ji & H #7724
T R A S A . S ARAE, REE
WOE AaRIERENS 7 VI PRI . FEIMLE JT 1T, AssR
WA M EFTK, HBAG S| MR,
A REH B S5 I&F AR .

2 AnREPDHILZHE LR
JTAFS, AR PD A (801 3 T e
FHACHE 5 T2 —. FERREZFPURF 4t %L, DAk

T LR DAIRFEFHIC, IR RGTIRERI , AR
HRIEKT R LI, DARIRFE KT 12502 PR %
H AR FRIE TV IS R0 Ao R/DR AR TIRE, A
T PDIR RS . CHENSE U F i AL 2 572
5520 A R P B0 T MU SR A (dorsolateral
striatum, DLS)[X Ao R /N R S BIMEAT R, 2,
7E DLSIX 25 PR Ao RIERE T /NI ST AT
M7 -5 L 2R ABL IR e 22 3R AT 1 73 i 1 It R I AR
TR T, AaRFIEIKF B MGG S PImt 7t
HESE, BN AR S D,RAF BAS SIS 518847 TS, &
HUAE AaRIELEHIH] T DR SRS SHS, AR
HEbumigaE 7 DRIGE SHS P, RE ARG
it 71230, 2 A R EHH G RIEKT L, §
HBIE BN KB SIABPEAT A2 45>, RIVAS-
SANTISTEBANS IR 7T R ], fEMHZ 7 3R 6-OHDA
153 PDE ALK BRI SUIR1AK D,-MSNs_E 5 D,RAH H.
TERI A RIGFRIE K3 . 7E N PDEEAE
Ja K, S B A RFIA/KFR3E L 22, 5
— ISR TR SE T ATPREEUR Ao R 2
PDIZHER R A K R IR BEIERAE ™. kA, RN
TS o-syn R 4145 1] 15 3 S i 22 SO A SR A A AsaR
Tk H A EY, VILLAR-MENENDEZ% B it
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IEHF RS EAUSZ 3 ORI, TR 8 3R
G PD G 1 PDIY 7% AT AE AsaRFRIAZKF
1) i Al R TR R I G AL A S i
H Ao RBIURR S M A IR AsaR 2 DL S BUF /N R
FEAZ ThRERRRS B2, T7E PDAE S KN SCIR A B I
JRARAE /0N 5 &40 R 2 5 e S5t 44 i e ) 0 5%
B A REKT T3 AP, 75 PDIRA NEk DA L4
IR, Aca RFNNUREMERR 25 G390, (80K D,-
MSNsiE 58 | PD £ F1 PD AL S ()35 5h Bh fEfE
i B P B B
25 ERTR , SUIRMK A ARTE D,-MSNs_E 75 &

5PDRIAIRALEIA . EPDH R KRG ThAE KA.
BURE AoaR _E 1 5 80 D,-MSNsitt & 2475, I PD &
B PDAN YA IE B D e A o

3 A.R5PDEGA
AZRIGEHEVEE 8 T80k, BB S0R4&
D,-MSNsZfilt if ¥ M, AT R B AL R L
7N, PDRIE RS Ao RIBE U (k) 2 & 2 6
FHORB, [ B, 75 RAB K a-synifs F I PDE) P15 B
Hh e R 3 Sk O RS T OR A s e 2 R AR
A a-synf 35475 B9, FDA T 25 411 R 1% 56 11E 52
ALAREE SRS HU (KW6002) 24 3 PD i i85 &
15 14D (R AN, LA R R A R R 2 o e N b 22 R 4
PER Y, BT TR T <R A I PD RO i # BT
CARMOZERT 5T 3% B, BELWT Ao R A B 15 £ 8 i 175
3 1) PDAEE AU R BRSO A DA SR IE /K B AR
H ARG ALK, B PDIR K B S T AEFERS .
BEAk, BREF ALARTESUIRAD,-MSNs b i 3Rk, 5
PID.RIITNfE . AR T SURAAGIuRERH 4 0K
W, 25181 GIuBE UM K )2 SUIR A 58 fil A% 36 181
HODGSONE P8 i 2 %2 B Bt Fe ik 52, /£ MPTP
%S PDEARIZ Y, AL RIEHIHIGE T 311
IZENIREFERS, FEIK T ACH)EM:, R T cAMPH)
KIEKF, BBAK T PRAMTE HEFI B RR AL E T, b
T DAREMZ I E R, IEHH T NMDARAN S 1)
Ca® N, AT BELIWT 7 et ' i 1 B B ALARBH
Wiy /b 7 SynT-Synphilin- 144 2898 i J5 48 i o 1)
o-synZB4E , /D T a-synh 5K PDAE AL ) 58 fil
RKHDE TINFI DI Re B FE 04, 2, AR
A I k> DAFES . TE A a-syn RS
KV 5% 2 Fh PDAE R b (138 Bh 45475 1 % 8% 7R 1

GUIRA A 2 TCEAT F5 AR R I, ALaRE R i 3%
Bk TNMDARs/ S/ Ca® Wift . i i A D
SEAESE, UK MSNs H (1) NMDARs I 68 5% 31 #l
Hl, SE - I -3-FR T -5 F L 4 S TR e T R 2 A
/NMDARJE 5 LI L5388 n 42, ZHA O %% i it
SRR AL LGRS, B A ALARFRYA T SRS 1] X PD
BTSSR DA R T i e RS 2 B HH e 4 L dn Bk
ITRE 1 TAEICIZ AR P PR ST BhPE i o . 1k
AMIFFLR A, A& R R P AT AREKIL K SE
MPTP % 5 17 PDAE AL /N B R0 D RE (9 RIS, b
A% /D MPTPX PD/NRRIE B . R )2
IR IZEE 1 ¥4, BEGGIATOSE )i H
WAREF OB TR B, AL RIEPLF (ZM241385)F1
mGIuR S5 H 7 (MPEP) 4147697 PDA B T3 51 4L
R D,-MSNs F DoRA I VA 5 15 T
B4, AsaR AT LLRIIBSUIR AR i 28 50 H 2 Tk E s 11
PRI, MR RE #2821 24 2R A 2w DLod o 5% fisk iy i
HH R S, (M) 52 44 (19 S S 05 oK R 1 2 T RE R ) R
J, MBZARFE BT LLFEAR AL RIE S 77 1 7E FH e,
DR, 08 1) I AR IE & 45 24 T Tl ] Be 2 VR T
PDIIA B3 . {EPDH, A, REE R [ 2 3% 23 ik
/P22 35 25 (10 6-OHDA) % 3 1 DA RE#H 4 0 LA %
a-synis 5 1) DARE#H 4 L & K W78, TRITSCH
S WA SRS, UL AE N PDER 1T 7], ££ PD
B /IN R P B 0 i 48 AORE RV AL BT
A% $V i) 4 B A5 5 R 15 B (extracellular regu-
lated protein kinase, ERK) M 4 A1 T 1 A R 1A
1 R

ZE BT, A RIEHUFIEZ P16 57 A Bt id it
/D PD B B SV BAL IDAKE Y . DAfERIZ T E
Ky a-synZRAESE R 2 Fh PDA AL RIZ B 454
EATHEEHGARIRE /7. I, A RATE A XGE PDIZ
R FERTRE VR IT R AR A, BET, Ao iR
TR AL REGE PDAER 1T 78 2 BUR BR T 3 A
BB A) Ao RTINS 90 2 2R ok B B 1) Sl
JilAl.

4 Ea15ALR

SUIRAR F CSNH R TAG Alis 2)) 1) B 2% 4], g
FRHUR(AN RIS LEIZ BN )G 2 T AsaRK I TSR
14 D,-M SNs A Ath 4 28 703 14 LA K AH R AT N D RE
EL-GHAIESH%: PR AR B, HLARIE )N, SCIRIARR:
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TP 2235 5 DAYE F T D,-MSNs_E Gs & B EL Y
D, RAID,-MSNs_E Gi/o® B EL T DoR, M2 5 %)
BT . FRDASL, IS A FEd S
H a2 HEE WS 5iEghiiE. B RA &5k
MR, 6 MFE U2 (A0 384 H MUAS I ZhiE A8 b
W, 535 P BE RS N 4.49 km/ K, BEAN IR
TF1) 4P 15 B A5 B B 4 3.66 kR )Rl Ak S R T
KRBCRAAA,R mRNAMAL,R mRNAFE LK, HpE
A D,-MSNs_b5EMER# 2 JTH cFosFZRIAIE 5, D,-
MSNSs_F [ ik 4128 76 HH cFos 635 7K T BT, T 4E
K , BAUER%S P2 i iof 428 4 S 4 L E 5, 8
HUEC YIS (T 3 J8 R R B I ZRPE Az D 1, )5 3
PP EE BN 7.73 km/ K, BEAN SIS AT Y D BR
B9N7.25 km/R) N T /NRECIRAA AR mRNAFIALR
mRNAKIE/KF, Fifl T D.R mRNAE LK, IEtE
A VPR IEE N 1IRIEM T X ZESE5
WESE, KEEZHE8) 2 et , SCIRA D,-MSNsid
i M7 BT GluFl GABARY £, H Glu/GABATE &
1%, T AsaRIEHH (SCH58261)F1 D, RIS 7 (M2 )
AR O, RIAE K B B 3218 33 (O 57 913
IR ZE K, K BROZ B 77 v B[] S 35 3G 0, SCIRA K45
FER 1) Jo3 35 PR ST R T 28 0T 18 K, AT /D o

B TN AL, B RIZEINT AsaRE FIRIL K
sz, fEAFREDRAS T AT FRIE. MASECHT
FEUESE, /N RIS B DLS P AR /K72 3 Tt i, Biizzh
IR SE KT AR 22, H GRINlens I X0 745 BA% 1 B
/NER BB G I2 30K 0.8 ens, B [E]>60 min/K,
/b 5K ) IE D1-MSNs 5 D,-MSN, 145 T /N AsaR
FEPi7 IstradefyllineBl SCH582611} , & B D,-MSNs45 (=
S RFEWGS, D-MSNsH {5 52 ME 5, PD/NRIZ3)
ThEEREm S 2. Paiid, 83 FRZ4IH AR
WRIE KA EIRSCIR A DARIKSE , it #2 5 D,-
MSNsif L [ DoR A D,-MSNsj= A= [ Ao Mk T P I
PERIR RSV S A RABFEDT, TR AsaRIITEE, A
1M 2503% PDEYIIE AL 12 2)) Dy e s B9 LEEM %% )
B FTUESE, 48 LRG0 min/i, 1R/R)BEAK T /N
B ApaRFIA KT, 1 2 52 R S U A A I R 15 7R
COSTAZEF I 513 B, Hh 850 5 MU ATLIZ Bl O BRI
HAE KRR T N IASE , B 1R 3RER7TRIIHL &I
RT3 R AR FEAR ALK B ApaRFIRIKT,
T FAR TR/ I B AR R AR RAT A TH R
B (R IR B R A+ R E NIk IT e gt

(93D, SRIT RV IR EE 2, PG DU R ;
R BRI R TR 458 R KRR o

25 LR, ARNEE) I 5 AsaRFIE K 15
i B A — 2. (HKEE M 3% PDOAFIF)
Y)Y Ao RFRIE KT IR 52 0 2 — 35, ARk IR 75 ZE
S B 12 8) 77 NEA R B G 12 3 77 2 (0 A+ F
s 2 HATIE— PRI . U, 18305 AR T
CVA SCHR S, B 2 BRI BR X5 sh AT 52 10 4y
AT DA HE ) B 1R 43 BRSO 7 R 3 ik 2 Ji
FR. SIAZEE R AR L RS AL
IZ BN Ao RIFEAIE AT, BRI I8 UE I 3h N W SCR &
AsaRFTE KT K 1% D,-MSNsil P /& PDA R 5 1
BT

5 EFI5PD

B G MES ) — R IE R, B h % E PD
BH NI EIhRERE, WssRSE . KHP BT
P eGP, G 28 3B 16 PD AT i B 22 i
T T 19924F K 25 BA T AT R VEAR & 4301
N AT 5 PDIF R0 26 B S B, HLERY 5 47 IR 4
FR 2 K0 I B I N PD AR UG ik — 25 A 181,
AR, IS PRA FCUESE, ARIE 3T 107 S 45 PDJE
FHEEA M ATAT, il B ESGEPDEH LS. F
. AT NI RERERS B, AZEVEDOSE O
— I MetaZr iT I, 433G B0 PDIEE A o, FEol
SRR . KRR RIAE TG R B T .
51 BREHSPD

ESFAF M Z 3R F, %12 5)(aerobic
exercise, AE)# N A& — PP RENE G RUL HE AATEEAS
A i JE MR BRI . A AT E W BGE PDARE 1Y)
BB UIRe. BEUERE. 5T IH AT i R Y
MAX%E 5T R B, 3551 FE(40%~60% HRmax,
RPEPF 3 11~15)BAE (150 min/i%, 29K /8, 68 M M
60 min/ %5 1 3150 min/ & ) 7] 22 fEPD i R
WK, B INFIThRE. AR 1TER SIS
1. DAWSONZEI TR W], 125515 N 60%~80%
HRmax [ 2587145 (45 min/¥k, 1Ik/&) A1 PD
UPDRSIZ 317 & 2 A%, 3 Hoe s ah A 8 T-22
R PDEEE L A5 FEHS . KHUZEMAZE S9RF 57 K 0
KIZEIIZR(30~60 min/IK, 2~10¢%/JE , 2J8 Ja ¥ hn#|
60 min) 7] 503 PDAEE P, RiGTE. 183hiR5z
JWUE B RIE 28 Bt o i A R A 2811 25 (60 min/iR,
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2R/, 124 H ) PDEE I S T REBE N i3,
JEIFE BB . beAh, KRB 2R I Sk ] 3
SE N X 28 ThRE, 80D 20, R EE IR fe S
AU AR 2238 AR, FEE DAREFHE TCIRAT IR &
(PIFR R AR 14T B AT HER G 2 1, S50 BRZAL L,
SRR ZR A o PD B F IZ SRR (1 [RI), JE%F B
Dae s s A G B A E ST, CAOZE TR 7T R 1,
FLEAR(30~60 min/IK, &FK20~30 min, 2~3 X/, 24
JEBINE] 60 min)i] K03% PDEE DR L . T ATRE
71 RIS RS . 45 1, ABR—FaEE AT
R EIT L, X PDEF IES) . AR E. A
TRV 25 S A RN, . SR, AT 7 B AT KRN
) K 3 B 7 B AT T R 56 5K IE S B AT I AIT 7 45
R, I Ik 75 Ed— VP &R AR ZR I S IIE 3
5.2 MMEIEEI5PD

HUBH I (resistance training, RT) & —FF 5 & #%
Rz sh g, IREE 2 0 L% AR E R
(R, A L= A & Re 2 s, 38 m#ish
(IR 77, BB 57 N 1L ¥, DANIZE IR, 32
JAIK EiE5) (60 min/ik, 20k /8 YAl 23 PD B (1)
BH AT N, 10 SODIEE , T PDAMATT AL
BvE e . 128t =CEH 7)1l 25 (progressive resistance
training, PRT)RE 53 H B PD & 32 AR 5 = AL
w0, fER I, 128 1 PRTH B8 PD
O ML FE AR D) BB AT A BT U, £ MDA
Wk (51 50%~100%, 10~30 min/IX, JHE 1~7 km/h)
XFPDEETENVEE . ARG BV EI A G
TERU, HHRIERR, PRTX 2 24 E PDEE N
BB TR AN 235 A R T VIEIRASE TR 5T
F B, PRT(60~90 min/IX, 1R/ K, 2~3 K/, Fre:12)H
F2244 H )] 25 e PD S AR TG T R, FE R BT
B, SEIWLAIY 77, Seffic 3R g% . HIRSCHE: it
FEAESE, o B 50 B IR AMU ST PD R3S & 2 4
AR, mHEFEVRER. DR LR, DRSS
AUGATHE S 5 3 B s . Lk, Pl
YR +PRTHL A %5 > iZ Wi £E PDIG IR BE ¥R T h 45 513
S, ] BRI PD 5 3 B RN A AN AR 1 AU T

2% I, PRTEXGE PDAE IS BAE R HEAR ) e
BRI AEVE T &, RE RN T B A kb, ke
VAN PD > He i BE (e b v R 2 R 40 o ABAS ) i 1A
BT KNG PRTAE 203 PDERE LA UL ThARIR

BTG RS A E S, XREHE—DHRER.
53 FEEEIS5PD

PTG — Pk N TEA R E PG i
AN /BN AR FR) S 43 T kN st 4 ) B K B T B T 1)
IZFH, ESCULIERZSHEF T R I, D% AT 2S5
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KM (60 min/iR, 20k /)T, AU PD I -
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T, FrE23JH ThE B AT RN ] (FPD B 35 18 K
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Ji) R E N E T PDEE IESIEE )1 EREL AR
AR T B, SRINAE D RSP PR R R AR SRR B
e, T A FE R S IR 3 ek B 5 W A S
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KULR 4. AT R, T ek PD S AR E
R JE5 L AT BB AG SERR B BRARR, A
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g BT, AT R R B, 830 ] FEIK PD
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R, GlwXéartEEEEH ™. DARFES B
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4JF A1 m/min, 30 min/ K, 5K/ ) Al f#
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