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Effects and Mechanism of Remote Ischemic
Preconditioning on Enhancing Exercise
Performance
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W E. & AT f T4 2 (remote ischemic preconditioning, RIPC) 2 #§33E — BB (&4
QO BATHEH A B S G, T X B K A S F AR R R E (RAR) F AR
AR ReBEG IS BF R RIPCAEA —H A 5 2 &) ik, £ F I %
ARG AT AR B 6 K iE AL E N S ILAT TR A 2R Ao AR AR 09 BT 50, AR AT BT
R A, EFHE 4T RIPC 7T — E A2 L4 SR BAL T R ERE ) B BRI 57 58 ) A=
RS 4T A 3K RIPC & AR R 69 £ BAH Q168 T o F M %  EAREZ)
B B B IEIR B B B R ILA R IR R . RIPC T F ALK = & — BAL RRAF (E#
FRFT R £ RS MR B T, JF @ At 8 AP 2 R 4T85 R B B A LT A BRAR e,
B W7, 4 RIPC 89 2% 247 A A2 43, R R B RMAE R e H v B F 5 %, Qa5 H b AL T
7 & TR TR E LR BEF A e &, RIPCEARAE A
I —ApHr 7 ok, FAE AR A AR — 5 RN, AR X AR A ik 2 Fo e 545 B IR AT,
F B i 72 4R 41 RIPC 232 Sy AL AR A 6 R B 5 5 AP 0957 R &, 286 R Rl 2 3) & T4
£33 RIPC #9 5 5% 5 A 18
KA : AR I TRALIE ;A RAR Ty s R Ty 5 R T 5 B R AL
Abstract: Remote ischemic preconditioning (RIPC) refers to the fact that a brief non-lethal isch-
emic treatment of an organ (or tissue) can protect or activate functions of the distant organ (or
tissue) from the subsequent ischemic events. In recent years, studies show that RIPC as a non-in-
vasive, simple, economical and safe method, has attracted much more attention in the field of
sports training in China. However, its effects and mechanisms are still unclear. Previous researches
have indicated that RIPC before exercise can improve aerobic capacity, anaerobic capacity, skel-
etal muscle fatigue resistance and promote the early strength growth in resistance training to a
certain extent. The main mechanisms of RIPC’s effects include regulating vasoconstriction, reduc-
ing fatigue or pain during exercise, and improving the metabolic efficiency of skeletal muscles.
RIPC can induce the production of endogenous factors such as nitric oxide, adenosine, bradyki-
nin and opioids in the body, meanwhile, it can also enhance exercise performance by regulating
neural reflex pathways. At present, there are still some controversies about RIPC and many fac-
tors that influence its positive effects, such as ischemic preconditioning intervention protocol, in-
tervention site, intervention tissue volume, number of repetitions, and interval between exercise
onset, etc. As a new method to enhance exercise performance, the mechanisms of RIPC needs to
be further investigated, and the relevant pathways and targets still need to be further explored.
At the same time, the similarities and differences between RIPC in the field of sports science
and clinical medicine should be deeply discussed, and the practical application value of RIPC
should be enhanced by combining the characteristics of different sports specialties.
Keywords: remote ischemic preconditioning; aerobic capacity; explosive power; anaerobic
endurance; skeletal muscle
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Murry %5 (1986 ) 7E 2 4 SE 56 5 2 B, O UL Sk 1fi 517 9 5
HEAT 4 YRS min (15 4K 2 Ik P ZE A0 5 min I8 FR S, T 3%
e ARG 4o A5 R 2R 3 R ) /O BB A5 0, O el R R H T B o T AL
P (ischemic preconditioning , IPC) [ 4 , R J 27 v ¥ 1)
o LR I Ak B RT3 i o JULOK i 5 R of A 45 0 B R T, I
5 B 5 BE A I 8] () e dfi v S0 BEBE 0 — 0 R R (R % 4%
2021) . Przyklenk %5 (1993) £ H 1 #2 &R ifiL 7l 4k ¥ (remote
ischemic preconditioning, RIPC) , R X 3t — 28 & #E A7 fH %7 3E
IR IPC Ji5 , B0 AR e 1 A2 1) 2 B 28 B (BREAL 2D 7~
AR E BT RE ORISR . B T30, IPC AT 43 24 S AL
e 1L 791 Ak #E (local ischemic preconditioning , LIPC) 1 RIPC,
PRI R o AR 7 AR AR I RCR A RS B (B 2D .
LIPC =& B 3547 SR L Tl AL 22 1) 28 B (B ZGO M & L
RIPC = BT 0 ik AT Bl 0L T Ak 3350 A7 R0 B 2 B (B2 20 o
W, Sk SRR B0 K2R AT 22 U 1) PR 2 AN PR, T
o= AR B FH RCR A  LIPC s T s PR 3% HAT 1 b AT 8k 1l
oAb B R, Xof O UL AR (8GR AP A F U RIPC . A I PR
HIF ST WY 5 RIPC AR AT i oo FUL 5 0 FERE V453075 38 % 1
BT i S5 28 B 1 A4 B R E A ORI, 2018
Vrak 5, 2017; K RE, 2018 Zarbock et al., 2016) .

De Groot % (2010) &30 , 338 34 6 faf T 2 B 47 22 X AT
o BN B B P Sk L AE 5 3R AT e of FRAL B AT HR S R R
KAt T 2, T K5 TPC AN B 27 45 350 48 o 3] 32 5)) ) 2 40
. LR IPC AR R T T g K 70, B AT R A
1B 3 51 0 i K 3% A & (maximal oxygen uptake , VO, ) » #&
NLIPC AT it RN . M5, B8 2 B 5 ik 1 IPC
XT3 2l 22 B FRAR s e A AT Be AL o DR SR, BT
o i = Sk ALt o R 100 Y90 Ak R o) 38 JE R R I Y Ak #R T

L 0T e DY Sk ALt o i I 5 Ack 3 5R0 385 ) Sy DR AR dk i 51 Ak
P (Cheng et al., 2021 ; Griffin et al., 2018) . A% F LIPC
M5, RIPC H A UL R34 : 1)@ 3L RIPC, AT % 5: 26 ik
AT BUASE T HEAT LIPC (LAY (A1 G 8 50 JUL R 230 JUL A
WP 1l UL 45 ) 8RR J2 LB 7= 42 25 4k (Barbosa et al., 2014) ;
2% F R LUN LA 2 5 08 32 3 (i #25 L JAT
I, AT LIPC, T RRERH 415 £, B 5[ iR
B Ik 1) A P 2E T UK R D), IZE TR ) K2 55U
IR R A A TR RIPC T v Sy 32 3 01 42 43 o8 &7 3 11
75 % (Kraus et al., 2015; Sharma et al., 2014) ; 3) Xf T &
LG A 7E 4 3 A 2E AT LIPC B ER AL, 7] 2% R i RIPC [ 18
T 2% 80 0 2 77 AR 25 Ak 5 4) RIPC M1 8% T LIPC 1 FH 3t [ 3
J"o SEBR £ 1F 18 LIPC R RIPC IN , HR #E 47 i afi 95 4b
G S RIVE X ROR A . BT AU DE 28 2 4010 B 44
RE R, 0F A B B SR AT B I T A B S 7 AR S TR
S (1 FH S FBL A AR ) 200 R 40 2 I % B 1 1) 7

2 F 98 08 o A 3 RIPC 745 12 3 R 2% 45358 7 19 AH 5% 1
F, TR FENT A2 B A AN i e\ 2 20 32 I 5 i) B G
1232 N kA 1 R AN B K& T REL I

1 RIPCXHZEEhFRIAIF M

RIPC 7£ o 3 12 2y 53 A 5 N HE (K9 7 3 ) & 5 T A
TEFUMR R o W FEAE 52, YIS B L 28 5T L4 47 3~
5 UK 5 min [ ZE (220 mmHg) F1 5 min £ ¥ 73 703080, 7T A
MA@ IE )R . AH P FE R J7 K/ T T B XU - T
NN e s A LB G Pa) B o) AR N < G S O ]
12 B T 4R 1R I [i) 5] B8 55 4 2% % 1 RIPC I AE FH AR . A
WEFLR 4 T RIPC X2 R BB (R 1D o

#1 RIPCXHEFIRIHIZM

Table 1 Effects of Remote Ischemic Preconditioning on Exercise Performance
. BN . {ﬁtﬁﬁ 5 48 m 4%, .
S A58 AR EFHFE BRI % o AREERA AR sER
JE 3R X B ] A ESRAE T R R
/mmHg
HEGS Jeffriesetal,  40%.60% I BRIEBE  fk HEARE 4X5 min 220 AN KA — JRE WL, 4 o
2018 XY EMMVCRE  (F20:%0) (7d) AL hikdg %
Lindsay etal., 5 KIRAFMX 1 AR 4X 5 min 220 L RPN — e — R TFHUE 48 h,
2017 ($13:%5) (7d) EA R % 9K VO, A
9.5%.12.8%
Banksetal., 2016  #3F % HAEVHAFH  4X5min 200 ) LA 24h AR
B 47 3%, (10) (9d)
Cruzetal., 2015 e % &K A AT BiTHiE#H R 4X5min 220 SAKAE 90min A sBEfIE] i K RPE BAK
R R (12) VO, #H
Clevidence etal., i 3& fi #72h & AFEEFH R 3X5min 220 B KK 5min EARI
2012 B 47 & 4%, (12) A A
De Groot et al., BIAMAFE BAFEHR 3XSmin 220 FMKAE 5min VO, 3%
2010 B AT Z ] 3%, (B 12:%3) Fo A A
Y& A1 Niespodzifski 3% 3 4 L Y N 4X 5 min 220 x4 KR 24h RE A B
etal., 2021 MVIC i3, ($37:%0) (10d)
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JUBR B, A5 PR L AL BEAE TS SR I e K S RCR B AR F AL

=
. N . %%{ﬁ‘ﬁﬁ 5 IF4& )X, .
2k BIF 5 Ik BTG E BE A % WEERAL B4R
JEHA X e 18] PSR T FR )
/mmHg
Griffin et al., FHE A samX AR BEH R 4XS5min 220 AN A 15 min AR
2018 (% 12:%0)
Kraus et al., 2015 4k Wingate T AL 1 R ARE 4X 5 min — LA B 5 min EA I
T Bl (B6:4%8)
Kraus et al., 2015 4 X Wingate F L 1k AR 4X 5 min — A kA 5 min % 4 &M% PPO 4R &
T Fml X, (% 21:%38)
Lalonde et al., 6X6s7h % it AR 4X5min  50>SP A& LA — AR
2015 B 47 & 4R, (%8:%9)
Lalonde etal.,  Wingate F AL LA 1 AR 4X5min  50>SP &M _EA& — AR
2015 oy Fmax, (F8:49)
FAFH Chenetal., 2022  MAOD X 400miE#) i 4X5min 220 LA 30 min F BRI EK
(%16:%0) Je A 5H MAOD# &
Chengetal., 6KAT Wingatety H#HKiEZHR  4X5min  30>SP WM LA  Smin TPO#% %
2021 8] B b A ) 3K, (F15:%0) % 3.4 R MXMPO#2 %
Paull et al., 2019 MAOD ] 3%, P RIEFH T 4X5 min 220 A _EAF 15 min BRI SN
(B 6:44) MAOD # &
Griffin et al., T H A RsamiX HAPRBIEZH R 4X5 min 220 AN A 15 min V& EE
2018 (% 12:%0)
Richard et al., 1000 mitatE  #H3EEAEZH R 3XSmin - 30>SP M LA 60 min FA A
2018 (B7:%2)
Kraus et al., 2015 4 X Wingate F J% 1k B AFF 4 X5 min — Ze ) kA 5 min E AR
T B FM X (B6:%8)
Kraus et al., 2015 4k Wingate T AL 1k A 1 e N BE — ) A Smin % 1.4xMXMPO4E &
T K, (F21:%8)
Lalonde etal.,  Wingate FAL LA 1 EAFE 4X5min  50>SP AW LA — E AR
2015 o B4, (%8:%9)
FILH  Niespodzinski — — MM 3 A AL 1 AFE 4X 5 min 220 A K 24h LI 57 e S B 5
i etal., 2021 50%MVIC 73, (%37:%0) (10d)
Tanakaetal., A% F kv sk 1k B AR 3 X5 min 300 VXUPN: S 5 min R PRI
2020 ML20%MVICRX,  (F 14:%0)
Marocolo et al., I2RM A=kl LA HEIN%EHE 4XS5min 220 340 KRR 8 min RM &9+
2016 JE Wl ], (%21:%0) k&R
Barbosa et al., W AEPEIRIRIE F) 1 B AR 3X 5 min 220 AN KHE 25 min 7 5B B 1) 3L K
2014 (% 13:4%0)
K KMLA  Surkar et al., 34N K AR L 1 EARE 5X5min  143+3 M _EA 5~25min IRM 7 &4t
hE 2020 TRM i3, (30) (83K)

E:MVC. X 8 k% ;VO0

2 max”®

2 ; TPO. & 4ir h 20 & s MPO. - 3 4 b 2 &  SPOK 43 = s RML Jr K Bk 48

1.1 HA4E

X BE WU 2t 47 S o F90R0 5401 AT 48U RE T 3R T, WA

ES L T

L =¥

VO, (Cruz et al., 2015),

2max

RREA T ;MVIC. & K B 25 K% ; PPO. YAty 3h 2 & ; MAOD. s K &7 42 & ;RPE. UL o7 Bt 5

7% (rate of perceived exertion, RPE) . # Tt

Cruz %5 (2015) A AN, H & B

N RIPC 77 K [ 4 By 6 254 B . De Groot %5 (2010) %} 15 44
HAT 8 3 REAT 738638 5087 h & B AT 2K, #F 72 R
B, 32 3 B R IS B 500 K R AE 5 kAT Bl i FROR (3 X
5 min, 220 mmHg) 7] ffi VO, & T} 3%. S5 EMl, EE
SE B R AR AT 250 BT 6 B AT 438 3l 2000 K R AT
1L 75 (4 X5 min, 220 mmHg) , 7] ZE K ) v B[] | B A

(3 T+ RIPC 5] RS AL T 9% 55 15 5 ) BUR A FR K L2 3)
PR BRI I FT B0, BR bz A, TR S R 9
RESRTH A SRE 7. — TOURF 70 R B, of f B s A N B 0 Kt
(KA O BATIES: 7 REMLAE (4 X 5 min, 220 mmHg) ,
A WL B d i — T TR 48 ha 55 9 R 1 VO, A T3
28 K 43 0 32 F+ 9.5% A1 12.8% (Lindsay et al., 2017) , %
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BF 98— 77 TH0 2 W B A ot TR T 4R THE ERE T, B —
77 T 32 7 5 TH A ARE 0 AR T RCR T e LA I I R
Mo A, B SR I 90 A 3R RH B A R L P4 BN A AR
TR ROR R B ERA I — D0 . LA
T, 0F 4 R 55 A U s DY Sk UE AT HE 2R 7 R Sk I T T
(4X5 min, 220 mmHg) 7] 5] & # SRS M LR 2% T
B | 0 L 4R IR B 0 2, ELAE 40% . 60% [7] B 1 B
ST JE WL MVC 3K 7] R0 %% 210 HE i WL =6 40 a8 450 &
ML 3 T 5 X 3k — 2 R RIPC 2035 A4 U AR 7 7T R 2 i i
P+ IE i K S B (Jeffries et al., 2018) .

TG A I FT R B I TR O A A RE D SR T R A
FARAE F 5 AE2 A BF 70 A D i i TR 08 72 51 iR X —
M . Clevidence 5 (2012) Jf R & B B AT 4232 8l 51 5.1
T B SR O TR A 38 (3 X5 min, 220 mmHg) J5 H % 68 71 A W
B . BEAL, — IO AL D Bl NBEREAT 9 KA N sk
I T 1% (4 X 5 min, 200 mmHg) T i (A 7T A M, RIPC A8
BB 51 VO, X A BE 5 52 3 3 190 Jili 7K SF 4 5% (Banks
etal., 2016). 27, 7EL F RIPC 427+ %Al fE 71 I 2% /8
B FEARFHE , 4] G 32 30 A 48 FER 00 Cln I 2 e D ] g
2RI RIPC 1R IR
1.2 A
1.2.1 BAA

A HEFCINN , RIPC A4 T & J1i8 B KB - Kraus 55
(2015) K B, HARAE B 000 b 8 7 Y e 9000 A e 2 v
% AR % T (peak power output, PPO) , {H & LA R #E
1 T30 77 8 N FH B U1 5, 565 4 YR Wingate % TG %4
Dy Z P PPO MR 4R . 7, HLIK RIPC 512 K
$RTHIAE I RCR W BE S F00 B WA 55, B R 58
FRYAE FRF 28 o AT TR B i BN R SR AT 3 2 10 R B {0
I JB RIPC (4X 5 min, 220 mmHg) T i #] $2 &5 60 0 F Ji 1
AT LR K H = 25 K IR 4 (maximal voluntary isometric
contraction, MVIC) I 1] 77 5 /% & # %€ (rate of force develop-
ment, RFD) (Niespodzinski et al., 2021) . RFD & flif & J&&
R JIHI AT FEFE bR Niespodzinski 45 (2021) () & BLAY HE 7R
RIPC 7] §8 % 2 Fh LA R 5y R Atk 1) 328 Bl 35T H (471 B 2% =D
A 2, 9 RIPC KA AE I RCR LR 46 7 37 BB . B
e 2 A, RIPC F A HY R0 A7 A8« X0 I R RF A, BIVAE
RIPC Ji /] 4 h 4 M1 RIPC Ji5 £ 24~ 72 h, e T4k BE A0
Tl e FeT I A, RS 2 R AT BRI SRR Y T e
742 & N &% R (Lisboa et al., 2017; Loukogeorgakis et al.
2005) -

H 8 8 5N v, RIPC % T 48 T F i 1 %H RE i o
Griffin %5 (2018 & B , 7 5L 5 b 1) B 2 iy e X000 8 17 1
RIPC (4 X 5 min , 220 mmHg) J£ A~ GE 9 2> 4= 77 i o 6 A oo
A BT TR YT, BRI A BE X 8 K T B 5 W A AE — SE [ TR
WA s i 20 BE 5 T 46 35 ) 0 18] R I (8] 5 0 K ) 2 OE
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HE DR FA , RIER 1L TR T 4R 32 2 2 1] 1 1] B K (40~
50 min) , 2% 5 B & (Salvador et al., 2016) . 5i%Hf 5t —
F, Patterson %5 (2015) WA 4, XF T R G20 (8] ¢ 5 (132 3))
TUH 1t Ak 2 1 F RUR 5 52 5 5 12 3y 1) [ 1A R 52
W), 25 1) B BF [A) AR 6, W) Re AR Bk, A, dE B i A A
RIPC (4X 5 min, 50 mmHg > SP) T- T 800 L Ji% , BE 545 42 T+
6 s Ty 3 FHAT 5 MR 1932 B R I, 31T $2 7T Wingate
T B J6 S ) AR 1) PPO (Lalonde et al., 2015) . %M
745 B 5 Kraus 25 (2015) 7E Wingate I B AT RN 2
B2 2 5% B A kg 384T B 1f TR Ak B A 3 1) 45 R — 5
122 K& A

B 52 3 B, RIPC 0] 48 76 St 73 A AR AE . Kraus
2 (2015 BF 78 R B, F4 B ik XU 1 k4T RIPC, 5 % ]
LA B AT B 4R R Wingate N B TE 48 Zh R AR O 18 4
H T3 (mean power output, MPO) . Mk 5 Bk iz &) 52 [F] 4
PR IAE #% B i 33 AT XM _EE RIPC (4X 5 min, 30 mmHg >
SP), W] A4 = Wingate I /i 6 %0 Th 26 I 1 & % Th 3
(total power output, TPO) 1% 3 IX . 25 4 YK Wingate N i &
40 T 2238 i MPO (Cheng et al., 2021) . & 7 il i AN [F
T 31 b i) 26 350 H Sk BEA RIPC % T8 40T 77 0 5 i 4b ,
H I R H B K5 B 2 (maximal accumulated oxygen
deficit, MAOD) il & 5K V¥ 4/ RIPC X JC % i /1 (1 5 1)
Paull 45 (2019) & ¥l , 7£ 8 & i 3§ #E 47 RIPC (4 X 5 min,
220 mmHg) T #i 45 0 b 5 B 30 ik , 5 % B 2H 48 Lk, RIPC
T 40 AT B R AR R K HE B B KR s B (110%
VO, [ /7 3 i 7] [RIPC: (122438)s vs CON: (101 +
30)s] 41 MAOD[RIPC: (47+36)mL-kg ' vs CON: (38+
32)mL-kg']. RIPC ] i i £ va bl 9% it % 0 AR 200
15 BT+ A 7717 H ) (Paull et al., 2019) . 5iZWF 5
— 3§, Chen %5 (2022) [A] £ & B RIPC 7] 42 7+ 400 m 132 5
A [ MAOD, H. %W %t L% T LIPC 5 RIPC 7£ 42 Jt 6 4
it 73 77 T IAE F 20 S 45 SRR W, LIPC 5 RIPC 35 7] $2 7
MAOD, %K 7y v i 6], B & MAE FHAUR TR EFE E R X
L5 Cheng %% (2021) I &K I — . 1M Griffin &5 (2018) I 1
—B IR T LIPC 5 RIPC 7F 2= W A% A 2652 U7 THI (1) 22 53, 45
RFH], B W AE R — B, {3 LIPC AT RIPC M
= 5| 3 R I T O sk A, X — B AR BL T RIPC 1
TEEAR .

RIPC 7] 75 & F+ 6 AU it J0 475 77 4 i, HAE I AUR & %
AP WEE. 0F 05K, RIPC X T 32 L4
iif 779% 4 ¥ Wi (Lalonde et al., 2015 ; Richard et al., 2018),
Richard %5 (2018) & 3, 7E 1 000 m 3% ¥ 71 B 2€ Fif 90 min X
U - % 33k 4T RIPC (4 X 5 min, 30 mmHg > SP) , A~ i % 5
TEAE ST, Richard 25 (2018) A M, Z& A #4 B ¥% B 471 407 B
32 2 Y Rk ] fig S RIPC 52 W I8 it 77 36 B (0 & 22
K% . 5 Richard % (2018) 7EHF 78 o 22 3K 12 By 174 28 A dE AT



TSR B 5 55 TR TR BRAE B T2 B R L AR 1882 FH RCR A A AL

AN/b T30 min F B N [F] 19 2, — BB A 5T 0E 28 3 AT
i [8] 5 0~5 min(Cheng et al., 2021; Kraus et al., 2015;
Paull et al., 2019) , X 7] §§ /& RIPC X} T i 775 W i 72 45
AN [ ) B JF R 22—, RIPC % 32 2 2% LA 5% 0 ] g i
FERT AT [0 (2 B BT FE 25 o LA VIR T Bt &
B i) 32 Bl 52 6 RIPC Y [ B2, 01 T K 9 348 3l 51 I 2k K 1
11 52 RIPC [ 50 1] B %% /)N (Richard et al., 2018) .

1.3 RIEFHEH

1 F RIPC 75 $2 T iz 2)) & I A 32 222 &1 % LB In &
1, DR SHe A Rt i 9 Ak 2 7 982 75 5 i L P o 2 R B A5
SRk, HHTA O& RIPC X UL Dy R 1) s i 1 22 AR R ZE JUL Y
PUIE 57 B8 J1 . ISR TR I, RIPC % UL A BT 9% 57 BE ) 1)
T H BAEH . Barbosa 55 (2014) R 38 , 75 i 5 il A\ 5
A R TCHE 0 XA XU K B 2 4T RIPC (3X5 min,
220 mmHg) 7, 5%} 2 (3 X 5 min, 10 mmHg) #H{ LL , 7] 1]
3 T 2% T LA 9 5 9 2 TH AR W 1) g 985 16 (8] [RIPC =
(198+70)s vs. CON: (179+66)s]. LAFERF FAESL, 5
F A L T4 2 o 3 g 2 AR R ER DK, RIPC % 4k I 7 74
(ischemic reperfusion, IR) 45 {5 () LR 47 4F A bkt . 49
o 0T it o e if i Ak ) 35 (2 X 5 min, 200 mmHg) ,
AT SXoF i i Al 0 Mk L S AL o 9 3 A A R A
FH 5 AR LA ] 7900 82 % [ 00 i 3k AT 8 1 T Ak 38 00 98 A
2 Bl B ik P9 Bz AR 7 7B F (Loukogeorgakis et al., 2007) .
It , Barbosa %5 (2014 # Wl fk i1 7 &b 2 5 WOxt -1 5% UL I 52
i 1 2 HH B ABL A B 5%, BB B #E RIPC FI1IE 3l 2H 2344
ARl LB A LU AE 2 5200 RIPC X6 LA B 9% 57 RE 132 7 1A
RO a0, AR =S WL B AR LAY, i DY Sk ULk 1 751 Ab
1) 378 2 20 T g AR i Sk UL A AT e o Ak B
Bk b 2 A, THOAL B A DY Sk UK S8 UL P Ak — Sk JUL AR a2 et 2k
AT AN T T 40 B /N B = S WU B — Sk LA FH R .
BB o R DY Sk JUUEAT o0 SRR, G o i 91 Ak 2 oz
RS AT B TR AS RN SR AN E o 5 4h AW TR X
e B s N BN R % DO Sk L4 Sl 16 AT 3 82 10 R RIPC (4 X
5 min, 220 mmHg) A1 B8 4b FE (4 X 5 min, 20 mmHg) , 7E T
TR J5 R 55 — MR 5 DY Sk ULEE AT 50%MVIC 3L, & B
RIPC 55 B VY Sk LB 55 ik A T % B4, BV EE &5 RIPC
IR AT 3% T LA T 9% 55 fig /1 (Niespodzinski et al., 2021) .
[FJ B, RIPC A 1] 4 FHfe Je A HE (1 UL 0 55 e /0, %l
AR I 82 WL 77 42 T+ 47 280 3 (Marocolo
etal., 2016),

[F) % B T 5 T S 50 45 ) 1R B R 8 %, H T 5% RIPC
X Y Sk LT 77 5% mi ) A T 45 R A e — . 5
Niespodzinski 45 (2021 IR 5T &5 AN ], 53— T 7¢I
5 A7 I A% DY 3k WILEEAT 20%MVIC #1138 2 /i 32 F RIPC (3 X
5 min, 300 mmHg) T~ T 72 M JB , % T4 - ) i DY Sk L
MVIC [ 77 38 i 8] 35 45 12 3% 22 1 (Tanaka et al., 2020) .

X H] BE 5 MVIC Pt b 3 F 1 4708 8 [ A 9% . 7E MVIC
957 55 W0 3 A 1 A7 e R /S (R 20% ) B3 K K (100%)
H R B 22 52 W ] RIPC (1 1 F 2R (Niespodzinski et al.,
2021,

IRHE AN, 7E B RIPC 32 T WL A0 57 8 I B
BEIBBZ ) 7 R s8R ESR &, H 28 RIPC
(2043 512 B i) 32 BEWURE A AR AR CREL BE ) 22 bG AT g R i
RTHHUIE T7 e SRR
14 mRAMWAAE

AFF 50 S 7~ o F 0 s o A0 #5000 R 3 A7 G5k I T A 2
F 0 [5X 5 min, (143 +3) mmHg ] 45 & % i 5% =5 160 AL ik
A7 750 9 FE BT PH I 25 (80% 1RMD 2 J& , 55 33 47 M Al T B Il 4%
5 R 6 I 2 [5X5 min, (65+2) mmHg] 4t , RIPC 41
] 2 T g G A VL 1RM /) & (Surkar et al.,
20200 . EE I NVEE M, 347 2 B RIPC T T Hit BH I
25, AR L P ) B 1 K A RORAR T HEAT 6~ 12 J& 1) [F] i
76 RIPC T 19 (1 BT B I 5, B0 % P8 IRM ) 532 T 44%,
M i % A3 TF 35% (Schoenfeld et al., 2017) . T /7 &I
RN )3 K 2 Rl 08 B 25 3, DR G RIPC W g
R B A BE AT e K, BE kRS
FHECZ R 5 CAARACL B I 25 T7 58 < VI R () 75 B2 1 47 6
RIPC T (¥ 0 B I 25 R AT 42 e 4 B VLA 10% 17% (1 77
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Figure 1.

Mechanisms of RIPC on Enhancing Exercise Performance
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