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Fig.1 Regulation and mechanism of HIIT on skeletal muscle quality
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Fig. 2 Regulation and mechanism of HIIT on skeletal muscle function
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X LA b 3 6 HITT 9 19 B i LT 2 S P e nY A58 Fn
MU T R G a5 SHGE . Beak, ForAHk
R ERAFAEF G, XA R 52 AR IE (B
RO . Z NG A1) . B EhREIE (R
FRLLET ] | iz Zh R RF e ] TS | K
MFBA O, ARLERXT UL E I i, LN
HIIT T B Ao 28 LA 25 2k A g B R4 AL B2 K
s R FH e

1 HIITHEA

1912 4 7 == K 12 3 61 Hannes Kolehmainen
% PR FH HIIT SR 48 512 3l 4t . 1960 45 Reindell
L5 00 IE SR HIT 2 5 A A 72 0 e o B AR R/
IR BE R S AR N R B AE S . Astrand 55 ') £
1960 4F- 5 YO E2 21 HUT g ikiz 8l i R el 3 4%
£ B[R] fY) B K 4% %0 & (maximal oxygen uptake,
VO2max) FEE 2T, (ERERENE, TE
Kt T HIUT G878 R i) 8] P9 3 155 32 308 B R 28 o
PLBE R RE S Bk 2k il , AR i & T HOT F
R NZ s LI IR * . WFoE BoR
HIT WD E R i i, S KRS E S |
FFERE. T ERE R, 2R BRI
RT#RELA SISy & " 4 CSA '™ % ik,
JFHS® A RiZsi L, HIOTREFEIZE )G 50
i P PR 2 =2 Bl Y G AR T RE, BB
“BElait i AFE”, IR B,
EAMURERRmIE R, BRRiATEdE 5K
B[R] 45 402 S AR LEE 2 SR 4 () A= BRAE I 1, a8
[N = B8 7 T RN 115 o5 AL N
[F1AN oy Y AW I 3= 1 e 0
S MINRE. A, HOT WG EZMERE, ik
1. M5, HAMRESRIEEME R, fiids
HREZEZ B R, 5 R HFB By 2T 15
HIIT i AT DL o 9877532 S5 B . B[] 456 A2 A
B DI B AR RS A BRI 4t
HEATiE S R I ZR 22 (H R R 207 AN
] N 7= A 1932 Sh 3 25 e 2 Qi sk i | FREn
6] . 32 Sh IR A REEE A [A] S G s X S 2 A R 2
i) o 3K AR A 5T W IR Ak X — i A REAS 51
HRILE R

2 HIOTXE8ARERINEERIER

21 LERABRNEARERERN T AERER
JULPA L P 5t 5 3 R LA o i v

(AR 2 WFSE B Sk HIUT By v i [i]
#i)Il%% (sprint interval training, SIT) W] L5 AL
W A % (muscle protein synthesis, MPS) 2"
UL ARFREE fin 2, Rundqvist 55 20 fdi ] “Zi2"
FeARKINF S BEALSIT (3x30s4 /1) J52 hFEH
Fikilk, AR BN TENUA A KB G ih B 1 S Az
& 7 (Frizzled 7, FZD7) 1 L4 4k & A1
(myogenic differentiation, MyoD1) 7K F i} 3 1
7 1 = o | R o S S e o I S 2 X S 1 I
(myostatin) ik B E T, REUNZR B
HAYRHIT (12x1 min VO2peak, 1 minfkE) J5Hp
Z|. 4 hF1 8 hA I B AMIL, /R {XAE 8 h s L
PR KA A9 miR-1-3p. miR-133a-3p. miR-133b,
miR-181a-3p M miR-486 FiRHI M 2. Bell 4 ' b
BEAE B ML K HIT (95% fix K0 % (HRmax)
10x1 min) . RT (3x95% e K58 10 YR A4 5 Al
i (10RM) ) i 4R EERFZEUI %% (moderate-
intensity ~continuous  training, MICT)  (70%
HRpeak, 30 min) Ji5 M%< 2] & 5t 0 5006 iR
(fractional synthesis rate, FSR) 5 ifft & 2H kb,
HIIT 4132 8 J5 24 F148 h JJLEF4E FSR &g 314 in 1),
Hrpiz 8 )5 24 h, HIT i3 09 WLEF 2 FSR 34 in i
JE/NFRT, HRKF MICT. Ut4h, HIT ZME—fE
Bz 85 24 h UK F G iz sy = B, X
ATREREE THIN T bR 1 A oo B i)
FEXE N FSR, HIT v] fig 5 HAWIE =iz s e ik &
JBTE PR T R ELAA g B R[]

HIIT 34 i A5 )0 25 > 158 19 4 42 2 38038 7E AR T
B, e WAT O M R A L
CSA, LR EHIERE >, MEHEEBFEKR
U B LT LR A ). Moghaddam 45 ) W88 |
@R AZ I 6 WO [Rliz S AR S BT[] A HIIT (6 20
10s, 5sM20s. 10sizsFIRE) JERENLCSA
. BT AEEE 16 ATTEHIT (8~12x60s,
>90% VO2peak) B 4 X HOT ([4T
% 4~6%60 s, >90% VO2peak+ 60 s’ J1i1, >90%
RKII%E (Wmax) ) JE UK ALCSA B, {HAX
F5 W5 25 R Ak Y FTUT 388 0 4% 60 s 3 L A
19 CSA, X H&7n HIIT X LA Y38 AT BB AR X
IO 2 YA R AT ETF 9 SIT (23%/J4
+12~16 30 s4213+90's, 50 WLATF E3hkE)
HIT (1 /)% +5~7 Y+5 min 85%~95% JC 4 I %
(anaerobic power, AP) max+50% APmax 12 min K
B JE DS USRS DD o 3 n] BRI R ok 3235 4T
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ELFFia i Hisshik RIS R (LR B[]
H90s), FECEA AR TR IR
i, MR G AT RE R A B A D, iR
ISRV EBR KT FIOR BB [B] 1T g i sh A LA o
HEETWEE Y, tsh, B4 M- i HIT
(7x120 s+80%~90% VO2max) Ji 34 i i 1d 3k L
CSA FHAFL, 1 A HE X 26 W U {2 (dual energy
X-ray absorptiometry, DXA) Kl 2|8 AT %A
FHARA Y, X GG I — TR I G R R
(magnetic resonance imaging, MRI) 1 DXA X 1
THHIT J5 2055 LA BT 8k i 25 54, [
MRIFI E CSA 224k, i DXA A1 A Il i 31 CSA
Ak, XN BN R ARSI T B AT RE S X S Y
ZE R I 12, 8 I HIT (3 d/JAl, 30 min, 5x
4 min, 85%~95% VO2max, 55%~60% VO2max,
2 min FEHRE) I RBEE KRR T 1/
1P B (protein kinase B, Akt) /X kHEE
Hl myostatin/Smad {55 % 38 #1755 7 HE 7 )L CSA Fl
o R Y SXF A A, KR 8 A
HIT (5 d/J +6x3 min 80% VO2max+3 min 40%
VO2max R E) S G Ubs 8 A LA P14
B BRI Z ntr S LA 2548 & F B2 1)
Fik W B R R S BB B L E AR ) R
P, HIIT TMiAS & MICT B E i JUL 7 26 % B3 Sl
50 Ras M CH) C3 N F R IEY 1 (Ras-related C3
botulinum toxin substrate 1, Racl) M H T JiF#0 &5
p21 ZE UG B | mRNA ik, JF4%0 Racl 2 14
ek

£i b, 2Pk SIT v] BE 2 @ i 4> = FZD7,
MyoD1 F1 myostatin 57 JJL P 25 115 BUFITHS LA
R (B JE B T2 B0 B AR 2 B ] A AN [
FAYR HIIT 2 15 HA AR A 59728 16 H AT TCHoE . i
Abh, 454 8 hJi microRNA, 24 h LI H Rk A8
b 20, IR AEAZ Bl 5 O B[] T BE SR 5T IR
HIIT X5 5 LA 2 A2 1 Bl iy . <
99 HIIT XA [] 4508 Be i B i LB 5 1 b R sl A
SR/ IERT, AHSR AR AN 75 B0 B 5 0 BB
R VAN o n | E7) N G =Y (AR 1 i L VS
FIRAER . HIT 2 LA G R ', FIEAL
RZE4E 4 iz s B IR B LR R BT 52 6
Aoy P AR TR, (0 E T OC T HIT )5 43
R B A D, XAl RES LIRS & LA ot i
HIT J5 28 A O¢, (B4 M5 s 75 12 8 5
HIIT J5 LA BT FAAIC B, ik 4 ok HIIT AR

T2 3 B LA T I 25T B v 563 15 HAt
LI R B RS R] . (EARE RN, B TARMEAE
4 f LB HIT iz 3h 7=, IF H B i B e
/N BRUFE HINT S0 A D 438, R I AL 22 R ACBIF 5%
HIIT () EAARBL], LR bR/ BT B2 20 A o
22 {RFAAERBETALLTYESEE

TAYMZEHEERNERNEZERNER 2,
Nederveen &5 ) [ ¢ 2 4 W3 ¥ HIIT  (10x1 min+
95% HRpeak) . FHJjiz 3l ( =480 e . fifi iR,
95% 10RM) £ MICT ( % % 30min, 70%
HRpeak) JoWi%¢3], EAR{URT 524 F148 hirf 17
Y AN L L BC XS & 7 (paired box 7,
Pax7) S ThE, 1 RN T ALt
J I Pax7 114 55 PR AN AR B A AR HIOT Ji5 B 210 5 o
{HJ2 AN HERR HIT 7T LAFE 2 s e I W (G2 3)
J& >48 h) 155 TR 4R N A AT REPE . 6 Al HIIT
(3 W/JE 3 k47120 vh il , BH 77 0.05 kg/kg) .
MICT 1 CT Ji5 ZEARAT] —Fp I 25 T 3 T #0847 5%
R S RSN 2F4E CSA Y284k, RAEHLE3 Flia
B 2 )5 I R 234k 1) T3 AR A0 ) S A i
Joanisse % ! g i 4F 7 10 % HIT (3 /A 10x
1 min) J&, RENRERERT TESORA L4
(AL & 5o CSA T A8 4k, {H96 h R IR A 4T
Aerp TR AN W E i 12 FAR Gr el A
YRR AT RO e O SR T AL A AR & i
FEARC,  HL TR 2k A0 11 AU £F 2 i T3 5E 200 it i 24 1
i, H IR AR 2 e IXHE/R HINT 7 REAS
BN DEBRA LIER, YR AR 4R
VR T RE A . Snijders &F 4 B EAET
P12 FECA U ZE (B 1 HIT M 2K RT) J&,
TEA NUR LA R S & s L T, Ah
MALEE T A3 . 7EBR RT (210 K
2, % ASCRRTHERS MR R 25 >) ) FIHNT 5
(12x1 min fe KA R IEME, 1 min YR EHF)
4~8 h, T3 ELAH A AR AR RIS PR TR L
ik B, HPAC w20, M HIT /S 8 hi
LT B 0 1 16 58 AN 43 AE Y 5 45 56 miRNAs |
PE B0 ER AR, miRNA 12255 7] Re b B
fEiz 3 )5 8 h, N h &G T2 40 M % 5%
TEPE RO

L Zh P B RS LEF 4 o S 4 PP 2SR, T80 (42
i) | Maf (PRAFAARD) | Ix ML EF4E (PR
W B f %) 480 8 JEl MCAT 4 (5 ¥R/ +60%
TVmax 56 min) . H il (soleus, SOL) (IZ%IZf
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di i £ ) 0 L M HIT (5 d/JF] 7x80% speed max
4 min+40% speed max 4 min) J5 SOL MZHHTILAY
CSA Jhm, UiH MCAT "] REALIF 18 LT 4ENE K,
1M HIIT [R]85 PO U A LB K . X Al RE 2 i T
WA S54RSS iz s B 2 E L, SRR
S AN, Bz 25 S P LS 4k 5 b 5
R0 A, PRALE SR TRUILET 4 LU )1
o, IBYPLET 4E L g /b , X478 HIDT Al g nl L)
O AH G T B LR S A e d 0 R T
FEUESEIESE 3 JA HIT (5 YR/ +4x4 min 2L i
HA+60%~70% (e KM LR B (M), F 3K
02 L1 (B B 3 min) T o R G Y 2 ik A /)N
BB (Bt X)) By Eas LB R . T
2145 19 LE s R T AR e g B B A AR B
(I 4E 24 M 6 Al HIIT  (90% HRmax 10x60 s+50W
60 s PR B 5 A& B HIT 8 6% 54 i 1’ A0l AL
(vastus lateralis, VL) TR T 21 4k 1) e ki 44
T S WA GRS A 4 DR - o AR A T A R
Yy BONE 2Ry L3 T 10 (peroxisome
proliferator activated receptor y coactivator-la,
PGC-la) bR BRI BILFAERRAR 0 ST FEuEst
7E HIIT 41 SOL H' PGC-1o. mRNA 7K - B & & F
MICT 41, ifii EDL (1) PGC-1a mRNA 7K F-7£ 4~
G Z A EES

Zi b, HIIT n] B2 3T 5 LI £ 4R AL R Je ¢
TR MG 5, A T A A S R A
XS LA LA BV AT RE IR R 32103 i RS s
PO B W SR — S5 IR T B 2 Y SR
HAE L S (R 1), BT miRNAs 1y £k H7E
HIT /5 8 h & AARAk, IR AT W] 5878 B 1 14 A 1] 55
KA A miRNAs 2846, 4, Kl HIOT J5
MER=E) 0k e iR f AT DAL £ el L Rl I N
) E£ETE 48 h LUJG ¢ AR AYBIF S0 [] g I
miRNA [ 335 5 HA RS L 2= 48 4r, W DNA H
HEALMARER BN, DI ENTS mRNA FRILFT
BEANMIRTEROCER ,, BORN A 1 A [m] iz Zh s
KNS BHOE /ARG e sk R I 2 5 R .
JULPR ) S S T W A A S E S I 84k, LA
4748 52T I ML 28 I 0 L 53 6 R Pk A R R
{2 CDA+/Th1 20 N ML ER HE AL, s AL
PYERER USR8 5205 1 M2 B I A R RS
PR T, S 50RO ARG, et
WIAZUER . HIT FMICT &R AT LA 1E K3l ik
P12 /N BUME i LT £ 458 2% . RNA-seq 43 BT i 7w

HIT &85 T CD86+ (M1 %) [ I 4 i 1138 3o
T Toll FEAZ 4 488 ALK /4% 1 - kB (NF-xB)
LJHCD163+ (M2 %) [ I 20 i oA 1 1 s 441 fig
WAL PV AU T A Y s A s BT LAY
SR VE T Bl 7 FLCEAL 40 58 e v, DAAE
W B = i s sl 2 LR i R AE e g 7
T AE B JULH HLT 400 1 5 50 4 FH AT g5 1) i s []
HEYIEE, BT SIT 5 HIIT 18 458 i 1] M e
MU — D T A B . A, BT
HIIT () & E shsm B, HOG TR 6] JULEF 4 2 78 i L
PRI EAT LR B i T Rg . TR SRR LEF 4k
BB WL, AR A S5 E ] PGC-1a 75 4k
BARAT A K MOTS-C ™, 1iif MOTS-C #8741 1
55 22 5 80 LT 428 A by P 2048 19 28 1 A —
O XK MOTS-C Al BEJE N 5B B ULET 425
IR S, B H S5 HIIT 22 8] ()56 &R ILARE .
AMP K #i 1) & O B
monophosphate (AMP)-activated protein kinase,
AMPK) VAN EZ LR AR R T, AR T
938 L BB H LA A S B0 B JUL PR 4 A e 6 1 22 )
+ AMPK ' F1 U0 K5 B 9 W K 1 1 (silent
information regulator 1, SIRT1) **' #]°% PGC-la I~
W R oo, X AT B 4 7R HINT J2 38 #F AMPK Al
SIRT1 J75 PGC-1 o 117 4 2E R ULET 4 2 A 12 L
214 (E AR R R ARSI 4 A UE B MOTS-C 5
BB E (adiponectin, ADPN) Fik/KF&H
WRBAH T FR, B MOTS-C & B &
B WL £F 4E 2 R AR 16 8 J2AF FH T ADPN-PGC-1a
A [ e A VLR 2 2 RUAR L DL K HINT S& B AE N
BT 107 AT BRI 1]
2.3 (R BERANIM B A R AN M E

A A URFRTE A A R B s SUE R it R i
TR AR B I A ARG 1, fd R AR N 6 JE
HOT (3 &/JE+50 W 5x1 min 85%~105% Wmax+
90 YK ) JE GBI . Ws i LA R B B LG 45
X2 P AR T B 0 S N g T B, 3 AT g s B
HIT 5 R KRR . PR D RE el FNLIA
BN M IG5 ', 12 A HIOT (3 %K/JE+10%60 s
90% HRmax+60 s FH f1 F474:) 5 MICT (30 min
80%~90% i [ ) T Fil J5 2 TUBH PR H8E U
NEEFEIE AL (tVO2p) WEEFEAL, MMARA IS
JN AEARR A LT R LAT 2R SO B 2k e
ZAB TR, X HE/R HITT 0] #6318 1 50380
PR 25 | A 14 AL AR P 8 A2 Sl LA v B 40 i A

(adenosine 5'-
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Table 1 Promotes muscle remodeling and modulates muscle fiber types

F1 HIOTRHEANAEBENEHALTHERE

JULPA) e B A LT 2 S R 3

BRI 470 SR AT Pax 7 HA) 222 AR 8 1 ST S AEHIOT
BN 2T v

FURRE (2}100%, 245D RHIT (12x TR ARNAE ks 35 LA 1A 530k B, Hw

MR E 2. HITG 8 h T2 4 i 186 4 Al 434k
i 5 4 miRNAs_F i
96 hJm IR & 47 4 vh 1P 40 i B0 35 1

KBk 3AHIT (59%/8+4x4 min %L EE BE M08 +60%~70% D05 B B NUT R0, T8 £F 4 A3 el Ay 1

SOLFIRZH i MCSAT &

TR AU & B, HIAL A4 TR 40
B 0TI IR 2T 44 ) T P 0 4 e B k25
AMU I T 20 4

=4 LR BT
NederveenZs (41 ZAEPRM HIKHIOT (10x1 min+t95% HRpeak)
Joanisses 4 {EEEB ML 65 170% VO2peak [118x20 s[AlfE 10 sfh ., F£4 min. PEAMIEGE, HEEE B
P ORERET I ARBIE, DUE G AR S AT 46 A HIT
G/JE3X A 7720 sAATZEnl, BH70.05 kg/kg)
Telles% B0 T
1 min VO2peak, 1 minfk&)
JoanisseZ (43 FEREL 6JHHIT (3{%//&10x1 min)
Luo% [51]
FSENRMR R KME- AL, FaME A E 4L
3 min)
FgR g B0 ELE KR 8JFHIT (5 d/JH7%80% speed max 4 min+40% speed
max 4 min)
Lim%: 4] GO 3R ENEERE (125) +RPE 14~15/20
Snijders&g [47] ZHEHBM 10x60s, 90% HRmax, 60 sEFIKE
Tan% 5% AABTEN A 6/AHIT (90% HRmax 10%60 s+50W 60 sfk £

Btk

R AHTIT RE NS 38 VLA TR RN TIZY £F- 4 28 3 A

=]
[E]R==N

B A2 T B ZR75 T 10 S A AU 26 R Y
Ak HAMVO2p AR BLEIIZR3 G, G
SR YINZR5E B m, AR i — 200
k10, 5 SIT AL (4~7x30~40 s 4> 1+ Bsf a]
BKE ), 48 9K HIT (2~3 £H+8~20%15~30 s
110% APmax, iz Zh/R B BRI 10 1, 50%
APmax FEIMKE ) SE VL LA EALEE 13545 &
T AR MRS . HUT 5 ik =Sk JURT VL 5K 9 e
KEAEG M, 1M SIT 5HFRIERWERKEASE
FAOG . 3XH&7R HINT I SIT A G P i B2 AL R]
ANEXIASE LA B8 SRS AN TR, ARk N
XA E iz sE SR EE A R LR SEA T & 7, 4
J& HOT (3 /8 + B jE i L 4% 5 +1 min 90%
VO2max 30s i & B ) A1 SIT (3~4 W/ 150%
VO2max 1 min K5 ) J& 323 # 5 8% HLE 40 1 45 %
JE RPN R 0 A AR 3 i Y, X 4R HINT RERS A 2L
RS B IR AN A . U A R T
B BPRAY SR, IS HIER T Bk AL, B,
HITT 5% W A [R] 35457 JUL PR A R0 A8 L 3 1) 8 15 A
FHRTE N A, LR RS RS E S
1IEH I A& 4 8 HOT (3 %/ +4x1 min 90%
VO2max K& 1 min) J&, WA 3ZE0E 20 50T 32 5%
5 A8 SO 34T A, TR L e R AR A

s co) =N WA o) L b | IN= PR R I oS
P& HIIT W] 8 v57 I He £8 7520 7 A 368 o 38 00 1l 97
BB A R s, R AIHE BRI TAE
0102 T 1| VY e = o A 404 N o2 a3
5 HUT F2 0 T iz gh, (ARFERT DLk dE s 7
JEHLUER: R, PR sixt Unetk
PSR AVE AT BEASAEAE TR S

W58 W ooR i W R R K B (vascular
endothelial growth factor, VEGF) FlHt4A 75 FH 1
(hypoxic inducible factor, HIF) BENS5 PN EZ 40 -
(1 52 1A R A T IR I A8 A i 707, 6 J HITT
(4 /JE+6~7 41 20 s 170% VO2max+10 s K E) 5
FLHE R VEGFA 21 8% LR 1 EAT 25 rh i Aix
AIFEN, X8 HIIT A fig il i VEGEA X B % L
I R AR RHE AT R R AR i A R K 2
(angiopoietin 2, Ang2) {# 405t , MImfE
#E VEGF X 9 5 40 BTG AL 5200, 17 Angl DI REAR
K g T g B RS 3 H HIIT (4 min
4x80% VO2max+50% VO2max 3 min) 5 HITEA
Jr il gk ¥ al b 9E F % UL VEGF . VEGFR-2,
HIF-la, 175 S 48 A il PR 7 66 o 4 s 2 1 Tl
Ang2 mRNA FKIk/KFHEIN, HMARA 2. X
F W1z BRI N Bz 20 B O RS/ 1% Ak 6 40 1l 78 98
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AU AE A G R —&R 53 eAh, BARIMAE A R
1% 24, 12 % B 25 11 32 /K 2 (TEK receptor tyrosine
kinase 2, Tie2) FlTie2 #4371 Angl mRNA & A7 W
WAL, {H & B Tie2 5 I 2R 5 B 40 1L 5 £ 4
BB B VI G, XAl fig & Angl Fil Ang2 5 H
AR Tie2 e A PEAH AR AV EE SR, RITB 40 145 2K
FRORITRS A AR 2 A2 o 10045 2B i AR R B B 7. 6 )]
HIIT (3 YR/ +4 41 5x10 s 100% iz K 5 -+ L
20 s+41[A] 5 min) A MICT 41 (40 min 40% H K
HME) J5, #ME & 1 E (apolipoprotein E,
ApoE)"" HIIT /)N EDL ' VEGFA 441k VEGF-165
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FrERIRBE I >, BeAk, 12 35 K AL Y FSR
RS HEE MR >, B2, XFRNUR
YRR S WUN A B a1 2R 2e e, RIE
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Abstract High-intensity interval training (HIIT) is a type of exercise characterized by short periods of time,
high intensity, and short intervals of rest or recovery. Compared with aerobic exercise and resistance exercise,
HIIT is more convenient and time-saving to regulate skeletal muscle mass and function, so it has attracted
people’s attention. Current studies have shown that long-term HIIT can up-regulate or delay the reduction of
skeletal muscle mass in different age groups. However, to obtain accurate results, future detection needs to pay
attention to whether it is the site of exercise, the level of subjects’ training and the combined use of detection

instruments. It is worth noting that it is difficult to simulate the movement mode of HIIT on cells, and the gene
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knockout mice have not been reported in the field of HIIT. Therefore, if we want to further study the specific
mechanism of HIIT, the gene knockout mice may be the breakthrough point. Studies have shown that HIIT may
activate satellite cell proliferation independent of muscle fiber hypertrophy and subsequently mediate remodeling
of cell repair, whereas the effect on myocyte nuclei may depend on the state of the subject. In addition, HIIT can
up-regulate PGC-1a, and our group has previously demonstrated that PGC-1a can up-regulate the expression of
MOTS-C, which has recently been reported to be closely related to the transformation of fast to slow muscles.
This may be a new mechanism for the transformation of HIIT fibers. HIIT can promote skeletal muscle
angiogenesis and blood perfusion, but its regulation effect on oxygenation index is still contradictory. The effect
of HIIT on mitochondrial morphology and function is mediated by multiple pathways. It is still questionable to
evaluate the effectiveness of training based on the change of single marker. Different intensity and duration of
HIIT have different order of influence on mitochondrial function and function in skeletal muscle. HIIT may be an
effective way to improve the strength of exercise-sensitive people, and its mechanism may be around muscle
growth, anti-atrophy, increasing sensitivity to calcium ions, and upregulation of the tensile strength of
extracellular matrix. But its strength gain is limited by where it is exercised. HIIT supplementation with protein
effectively promoted muscle synthesis independent of upregulated mitochondrial function, although this
conclusion remains to be confirmed since only sprint interval training (SIT) has been reported. This article
reviews the relationship between HIIT and skeletal muscle mass and function, in order to provide theoretical basis

and application strategies for HIIT to prevent and improve muscle loss and function decline.
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