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The Effect of Acute HIIT and Hypoxia Exercise Load
on Heart ECG Rhythms During Interval and Recovery
Phases

Abstract

In recent times, with the continuous increase in training loads for competitive
sports and the rising frequency of competitions, athletes are required to endure
higher levels of cardiovascular stress. Therefore, the purpose of this study is to
investigate whether acute high-intensity exercise and hypoxic stimuli can have a
positive impact on cardiac function. Methods: The subjects were 10 healthy
athletes, with an average age of 24.8 + 4 years, and average height and weight of
173.3 + 4.2 cm and 71 £ 8.8 kg, respectively. The study design included intensity
indicator testing and HIT exercise stimuli under normoxic (02-20.9%) and
hypoxic (02-13%) conditions: The intensity indicator was based on the 30 m
personal best time for a straight sprint (s), used to set HIIT load intensity at 30 m
(m/s)-90%. The experiment alternates between one day of normoxia and one day
of hypoxia, with a three-day break in between each cycle, for a total duration of
five days. The HIIT exercise consisted of two groups, each repeated four times,
with each session lasting 15 seconds. Rest between sets was 5 minutes, while rest
between repetitions was 60 seconds (1.2 m/s), for a total duration of approximately
40 minutes. Collected biological parameters included lactate (La), heart rate (HR),
blood oxygen saturation (SpO2), and ECG. Results: The ST segment duration (ms)
in the normoxic ECG before exercise (R) was 234.7 + 31.7, while it was 198.9 +

27.6 ms at 15 minutes post-exercise (E15), showing a significant difference of



-35.8 ms (p<0.05). The average difference between the hypoxic pre-exercise (R)
and 5 minutes into recovery (E5) was -36.1 ms (p<0.05). The ST segment
amplitude (mV) during the recovery period at 15 minutes (E15) showed a
difference of -0.1 mV between normoxic and hypoxic exercise loads (p>0.05).
Conclusion: The study data indicate a significant reduction in ST segment duration
(ms) when analyzed within the normoxic and hypoxic groups. Another finding of
this study was that there were no significant differences in the P-QRS interval
duration (ms) and amplitude (mV), suggesting that HIIT and hypoxic exercise
loads affect ventricular repolarization time. No pathological ECG waveforms were
observed during the study, indicating that the cardiac compression regulatory

response and adaptation are effects of training.

Keywords: Electrocardiogram (ECG), Atrial and Ventricular Depolarization,

Ventricular Repolarization.
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(& S8 Y 3R B2 3 32 O Ry {5 BR K 55 (Hypobaric hypoxia, HH) 81 % BE (K &
(Normobaric hypoxic, NH) - HH & 5 28 st HYEREE - B & = Ry EFHRSREE T
DUk SRR T % - Berglund (1992) W 5215 HIAEA [Rl& E LLRCA ISR R T »
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REMEECERAIEIREE - £ —RRIERTAREET T (760 mmHg) » HEHIE
HYEER - G2 R PSR B R G Y E R B EL IR (Levine, 2002) -

% 2-1-1 {4 = R R RUER T B SRR (Berglund,-1992)

=5 () KRBT (mmHg) AFURE (%)

0 760 20.9
500 716 19.7
1000 647 18.4
1500 634 17.2
2000 596 16.1
2500 560 15.1
3000 525 14.1
3500 493 13.1
4000 462 12.2
4500 433 11.3
5000 405 105

8872 240 5.0
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FRIE (SpO2) N » SlREH I BAVME - SRR EA BB AL
RS R MHI RS (Bert, 1943) - (R A e 1A B (L2 Z 8 (HBIRE
K EERAR ) B EBETAYBUEE (Levitzky, 2007; West, 2008) - SHEHARAZEL
BIARAS SR e 52 B B R R IS S A A B AR (BT S I ITTL i A B2
(Levitzky, 2007) - {& &34 hNSHENARAR HY (RS BRENR - MG I i E R E
(minute ventilation volume, VE) DL FFIE 35K (respiratory rate, RR) » & hH5%
eF N BG e  e PEAR SR N Y AR BRI 70 Ry VU B - Rt =& 3048 - 4572 m
T B AAER > SpO2 NI Z 80-87 % » JhHF & H 3R 5 (k3 BN 2655 »
B RGEREAR (R 2-1-2) - E PaOz &y 60 mmHg & 15 0 i &
(Cardiac output, CO) &0 ~ IfiBE 7 DA S GHAR M R EE #r o7 Be - BE IO ~ REH
DL R E BEAILEY I &5 (Davidson & Stalcu, 1984) -

% 2-1-2 (K82 R EIHY A= B EAR ST HA (Sheffied & Heimbach, 1996)

papli 11 5 B AT AN (M) A EEIR
R (%)
% 87-98 3048 (R AR BRI A AR B G
fEf]  80-87 3048-4572 e BREAEIR ~ HHER AR
TH#EH 65-80 4572-6000 RUETEEE AR ~ ALAAR a8
fmhafl  60-65 6200-7130 AHEAL - R A ETEESLT

AR RERY SR T - A ERY & S A4 B s R A1 A A FIRE
B2 (F£ 2-1-3) » Fuchs and Manfred (1990) 54 /8 =& F 2 2000-
3000 m Sy B (E S (e R Isk - PEAEHAE R Ry A Sl SR A e FE R I - A5/ SREY
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= 2500 m JE(E > £ 1250 m FIIgR - m] DRI ALMERAY SR ~ ALIMBRAE R ER



(Erythropoietin, EPO) Hy%& ~ M4 & = (Hemoglobin, Hb) DIk i Kiw & &
(Levine & Stray-Gundersen, 1997) -

* 2-1-3 S ERE ) 2 A H N E

=R (m) HEENRE )1 2 AT TE

0-2000 7 T A P R T 3

2000 fok] 1 S JEE It i

2000-3000 A E A &S

4000 el {E T L

4000-6000 AHRERE T

6000 AR fE R E

6000-8000 Az o i [ 0

8000 FET I,

R EBERAENER S S DA PEES) &£ B SE& - ATt
e RE IR E F R B ME(R &) 4R (Intermittent Hypoxic Training, IHT) » o] DA R
THILA S AT (Millet et al., 2019) - mEF&REKRTH SR iy I H PR EGE
TSN TT - IHT #d Ry 2 (&S 4R (Live Low Train High, LLTH) AYF/IekHE= -
HEPREEAEERVFEE R T  AMAEBMUSEBRAEEF T 4R
(Geiser et al., 2001) - &t B S8 SR (L AT AR P B 48 > 28 3 S P2 R SR AR 28 TR
(hypoxia-inducible factor la, HIF-1a) ] 8 M0 & N BY 40 10 BK 4B Bk &
(erythropoietin, EPO) » ¥271-4L1fEk (Red blood cell, RBC) #i& DL K & B& ALK 47
HEEE o RS EEN YRR (Park et al., 2016) -

FEARSEIRIE T I8 Al AR KL AG P9 28 2 SRR DLROEE &Y (Reactive
oxygen species, ROS) EL&L#E6E 1] LI HIF BYECEAL - B8 HIF BEENA AN
W7 eoE (Bell et al., 2007; Brunelle et al., 2005; Sullivan et al., 2013) - K& 40

HEN SRR NEEEEL HIF-1o 8800 > A CABRIHISE - eS0T (LIE



SSRIVEEH (Heinicke et al., 2002) « IHT G {EH A ERN T HIF-1o JHZEME RN
a4 &R+ (Vascular endothelial growth factor, VEGF) - —& L& & G
(NOS) (B4R —%E% (Nitric oxide, NO) » & #&5E (Manukhina et al,
2009; Baum et al, 2013) » EF A ELEEE YA - R HIF-200 > ({5 % i
FEAE EPO » (e #ELT ARG tH A0 FENT 73 B AL I BR AV ME 28 1 BER - BN
(4 EE 77 (Boutin et al., 2008; Bunn et al., 1998) - S4NEREFHET = B EISE
H (HDL) AV - R/VBRE 2R (Insulin) & BICHTS i ey iR FEE A 1 IS 25 S
FE(EE R (Renin) &7k (Duennwald et al., 2013) » 7% (i BRAY 5 /2 S 22 A IA]
F o

&Gra LUERTHL - i B RS REIREEE E B R AR REREN
A AT REEE EPO YRS - {BAE & B RS T B SR ATHT ZE B MR T 4L 1M
R RS R =S L - S pe e NIRFEHIE [ A RE - 25 BE T A 10.5 %
FURELK 89.5 % FURHTRAZESY) > 5 7 sl 60 spssfy#E: [~ EPO #2 A&
SHEAN - ZAIMAE 120 oy $#) REE S 240 Jp5E > EZEE] EPO B0 1 50 % > 554k
FEM &M S FE B iA 1% 360 Jriael EPOTEIS2 % (Knaupp, 1992) - [NFLAEH
R Y B EE R - SEAFET T ARG MR P &L BRAE R DA AL M ERE & - 2
LAY R A R R A S M AR ER SISV (REEE 0 2018) -
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HIT 2 A 6 B ] A (5 v e 8 A B {58 R A B 0K B B2 58 KB BB
BN GRS FISKTE = VO, peak 90 % = #E 2 K S MI{E (anaerobic
threshold, AT) HYSRE - FESAGEEL I IRIE T > #ETT N — IR - TS L E
R HE VISR T FUHE » bR T BES0 1R & ol SRAVRBERERERE T T Bl B U Y
DRt > MR EEBIHYERIL (Buchheit & Laursen, 2013) » AT {C— i A\ ELiHS)
B AREISITE0 > A HIT RET - AMERE R s SRAYIRE ] AR
iy 5 i A B AH LE BN 9k BE A e (Laursen, 2010; Burgomaster et al., 2018)
HEETRT A AN JIRE )T ~ MRARETT ~ FaHiE LRE DL AL NRE EXE (Balsom
et al., 1992; Gibala, 2012; Trapp, 2008; Burgomaster et al., 2008 ) -

Gibala and McGee (2008) B FEfEH HIT BI LASCHE Smi g i £ m b & H B
i (AMPK) E2 p38 5 &r 025Ul EE H'E B (P38MAPK) (SR EHE » Th{bE
rRAL S LYIlERE P T RS SZHE v SHBIIA -1 (peroxisome pro-liferators-
activated receptor-y coactivator-la, PGC-1 a) ;&4 » PGC-1 a Ay IIFIZT 2545
i B EL PR 09 mMRNA FEFH—24 (Little et al., 2011) » (Kt #EE PGC-1 a BYEM:RE
iy {fe (52 K SR G T 00 > AL ARG AR By E SRR ET AT o ZRI A B R R
PGC-la BUEHIGHHENZR (Egan et al., 2010)  BL{E & o R Ay Rr4d M Eh |
SRAHEE > HNT SE# 5 A SRR A R [ R TT B B A R S 1 o 38 DO AR ISR %
£ =% (adenosine triphosphate, ATP) #Y4:55% (Gibala, 2009) » 2245 H 1T
HIT Fli%k1s » A4 is B E e SbE 147 25-35 % (Talanian et al., 2006; Maclnnis
et al., 2016) - & B 58 EENISF 4R ] Pror A 820 RL&RAG & BAEEY 5 RAVH
SR1& g 2 TG (Egan et al., 2013) - 1F =50 EEHY B & (] B (e (ER B AG e
ISEUIRAE - (e Rl BB R MEBE (phosphofructokinase, PFK) HyE:ZIEM: -
i bALEEHE 8 (LDH) ~ BRIBRAL @ (SDH) - [NILAE S SR = ERIE T -~ fE



HARRNZMAREERRK (Heck & Schulz, 2002; Whyte et al., 2010; Roberts
etal., 1982) -

FriEbZ 5 HIT Gt ae e = FoAth A= P B SEA b - AR B R I ] SR A T
AN - HINT GliskaEsadm 1AL T ALALE S (myoglobin) - 2.68UfE
W o 3.5 | BURLERAEATN o 4K 1 BIMLARLE RN » S HIAL AR Y BE
(Roberts et al., 1982; Laursen & Jenkins, 2002) - fEfgl S b K FE FH
HIIT 5l % I hn& & fE i E E H - 4 (Glucose transporter type-4, GLUT-4) » #2714
rEIEEERE T - (RAERERT EALHYAE

1 ot JEE ] AR ) £ e 9 R G G ER Y 522 Daussin et al. (2007) B ZE8E0R - i
17 8 #HY HIT gkt - AL (CO max) LA EHREHkE 2 (a-v DO2) 9
BN > EE VO max HREFENE - FFEIUEE HIT SERARAREE
(Peak oxygen consumption, VO peak) (Whyte et al., 2010; Hsu et al., 2019) DL &
A INAT M BREE P B8 J7(Wang, 2013) i ke 4 i &l PLSC AL A Y I #h 22 (Fu,
2013) - Astorino etal. (2017) #7771 102X 60 #» 90-110% Peak Power 4 HIIT 3I|

Bz o T TR R IANVEE TSR AR AR



FB=6 HREES ALK E

i BN 2 R RN S R E N S E 4R - S E R T
FEGREARTER T - AL DR AH SRSV IIRE » Fralie LRy 4EHE - R IEZE SN 4R
TRy A BB FECCE - FE A FTaR AV ER) &L (Mills et al., 1997) - JJE8UTH H L
ALEHAEER S, Wit I8 EH BRSO ERTE - sestett 5 26/ ki

RFALAHAR - PR EES P EEAVER (FREEE » 2022) -

Lynne et al. (2012) & Hi= 58 R B & el 4R - K e EH 200 B RIS ~ 46
LU ThRE A ENE - EEEP R T EE &0 Lk (B 2-3-1) - fEAEEEN
#{brh CO HUMNIFH ESE - BIZUEEEF CO Ehy N2 5-6 5 > AR HR (1Y
EAREENAERE - Hig KA HR ZEEER - HEEEFLOH & N
(Opthf, 2000) - {E1 ErfE = E @ SR (Uusitalo et al., 1998) 5 ZA(f /L% &
(Stroke volume, SV) Az » SV FEEE /L L EE R wAIE N ~ o0 EETRA
HIE a0 DA S e 0 WA R BB ARR PN E R i $e - - SV YIS E ) &
RE R IF [I4ERF CO 1Y hnHy 3= 224l (Rowell, 1986)

2-3-1 L B EE (Lynne et al., 2012)

BREE)
o e
e mELRE .
® MEFEEAEM THEEM:
(voltage)fits
o EEMNHAE
~. o hufLHE
LR -
o LA
o L BT




A IR A B =R S Y O U MR BN ) E2B LA E] - RS 73 Ky A

6 F 2R > Sy AN K i 7 A ) - (HA ERE S 2 M — e ERY

B - DEEEN : BE > UFEHERA JHE - B TR LT E
GFEHNEHMEMT] - BEBERLLBERE - ORI LEBERLE - it JE
A0 S DU o B REHILS BRI - BELOER ~ L E I 4EER
HHEAN - [FRF 2 S E I D RIE SRIBRFRAK - DA e S0y SR BLIE - F3EE
EOE (L) ERGLE (RV) =5 o B RIS ES R MR B 22500
HEE - G4 - BFTE R > AJREERF RN I AR I ERE - REE LV
AEELEFE RV #&5E (Albaeni et al., 2021) -

LW GO =R T - AR EAMEENIE - B0 FBRER N
HEAOENMRE - SRR B PRV E (A - fFES) e AR
JIE > MR EN T RIG IO - 5 HIeaE vl UEE AL = IR ASTREY 20-
30% - BN BEHITHEE A AR EE (Lo etal., 1999) -

B T MR S I LR S e i i RS SR B Ak S (carotid bodies) »
5355 IR 2= %4t (adrenergicsystem) B9 fE LA B 5 25T % (catecholamines) fy
B (Hainsworth et al., 2007) - jEfd)E LA SR 2RI 2 2858 I 0.0 48
A (Horii et al.,1987) - fERIFHEAVELEN I T - G EHHEEGZHE (G-protein-
coupled) £ Lot Z REHVEFEMH G /F A - (% BB R X% X HREE
(desensitization) » ZEEZEFG i AL [FE(E (Kacimi et al., 1995) -

5 o [ I G B N E REFETT /20 4T 2 (left ventricular ejection fraction,
LVEF) » 84 h0Coli tF & - BRESR/ D 700 2 RIAU 4R 2511 (Left ventricle end-
systolic diameter, LVESD) {41 MERAIZEEE ST - FLCEZEYE (heart failure,
HF) & ERSE S A HE (Hsu et al., 2019) - ££ & 78 5 &k EI R 1 7L 72
EHVHENE » TERAE L EWSE RIS SO LHVE BICE I 2 - B IEE)
L E o EMEOCEETINYEE S - ARERES (2021) HYMTFEHEM 17 A0 00

10



TEEE B FEH 2 & 3 RE(EFESA = (oxygen consumption) FY 80% &%
40% X EIEEHSR1% - WHFTEE R BURRE S IE I L = Ve i B 7 D E A HE R
A U B W S AT B R DL S RS S 170 Lo et R T

A E) B A0 B E) Premature ventricular beats (PVBs) R LAFEER{E 2 &)
S a7 AR AT ZE RN SR DU BRI Y s - — i S PVBs BB
AR ELARRE - BRI - (B S B R E Y - N R rERER A L
e AL T RER VBRI EE - PVBs #YHE R0 Ll & (T R BT A
Bi4n = ST EsAL - FEBIG I BR B 5 S i EhRE 715248 (Corrado & Drezner,
2020) - Biffi (2004) HYWFFEEUREFEAVEREES) S 5 - HAME PVBs #y il
WAL AE R SRR E R DEOH K o 12— PVBs &/ Ol 85 SRnY B R A4S
FEEIEEEL -

REFZ SRS UL Bk (HR) A S Syl ok £ i 751 8 1 S e B A L A

[ZHE - sESafE K i3 SGIE I Z £151E » R E B R A B 28 FF 540
Fei fE I 2B APRET S A E S S e HYERER © Marsh (2003) #7Ef5 Hi £ 400 2
REESHE - EEF B IREF R - FRBUNED) B 41 O PR AR e PR
Al — oy g B Y O - 18 R T o 15 BRI SR AT LU sk
WA - Cornelissen et al. (2010) BFFEHE AL IIIGRIRE YIRS 2L
B~ EFHR L BER DU RIS B DR A B N © S54h—R SRS T
AAEUNR > HR g REI SRSy RS BRI R &/ BUSE T BT A
HENR o LI E AR T PR S IR RS KB AL DL B A R A AL R 2 B RT3
o DRIG A B S R O A R R S Lo R B L B L B e o i B T 14
g1 (Goldberger et al., 2006) - Imai et al. (1994) e ~EENZEE 30 Fh2—
FrEMVHEE » IR EAHAE S AL LRIKAE - ISR R ryEEh B oh > EEh &k
FEHEE T E L RWAR IR > BN IE 0 T30S B TP AR - (B OBk

11



EHHINRFERTERFTA AR - B8 LRI 2R b DU EF SR R AR L -
FE B EN & o] PR AR HYER T RO R > TR A& ECG A RETRA -

12



FUUET ECG EEH) LR HTsaEHR

OEETEE OISR B SR A AR TR 5 [ S U e R 7R 2R T 2

R EANESTERERE RS L EERENERFREZE AL
FIZE R i B BE AR - DL SEAS R A O R E - PR e e
TIAFTI T PASCE o BB P R iR Lo E 1 ~ (8 24 58 DU R Al o I T
(Jordan, 2023) -

FEIEH Cog R (0 B SRR oA LA PR b AR o A2 ol — (BB 1
AL LA ry A LR IR — E WV IEFR 1T - (€5 B4S (SA node) Fifs
AL BCE A O > AEREP R ARRIRIE IR E U NSRS 5 = 45 (AV node)
K AGECH (His bundle) » 3R A= plfE{r] ECGJE®) » 72 (HE/EFFIHVEIG A E PR
[k (interval) o 033 HY 5 — 800 R B B RY & == IFRHY 72 (7] » 28 A2/ Nay == ]
b Q K » TR L ERERE T HIE MG - RGeS QRS AT > &2 H
HEH K (Purkinje fiber) fA3R T L0 = /Y 4L (Jordan, 2021) -
Hopenfeld (2010) U Jf7 R POLERTEM(E 218 » IRIEIEE /)N - A B G008
> AEEBERWEREZHR LR EY M AREF I E B EEE - R
R SPAT L FRABGRET > U K & EERe BB (A&l 2-4-1) - SA node & 5 2RI {EEAL
FARCC B BkE) - RS EL 20 5 o SR FUHETR - RIMRE R L=
PE & (B O B E O B RoLE R AV node - FEEHT His-Purkinje
fiber LB REFNEE0E - ST OEWHER - iR R Z R 25
(Galen et al., 2014) -

13



2-4-1 LZVEE[E] P (Galen et al., 2014)

R

AV Bundle
SA node branches
1

node
1 ! .
| 1 His
| bundle
l' e |
——'/\'_.ﬂ\J
Q
L 1

PR segment

1918 £F LY L TH-E-4HY/ LR 52X Paul Dudley White %% 5SS H!
VO 01T A B R IR AR SR (White, 1918) » e (5L - A EhEH
B A Ay 0 B 1 2 B B PR R (R 2-4-1)

7% 2-4-1 i) 55 FEBZE F Y0 & E R E (Corrado et al., 2010; Uberoi et al.,

2011; Jonathan et al., 2013)

YR SRAHRE L B R 72 WL H )| SR A B Y L BB e S h
FVE L4 (sinus bradycardia) T EE > 1mm
1° AV block : PR interval > 200 ms ST & %
FHAE ML © ST B EF-DAK J B EFF PR Q
N5 e e R (HERE T (Left bundle L BEHEK
branch block, RBBB) ¢4 RBBB 5 LBBB
AOEEKBGE QRS SBRAEAE EB5EM QT interval

14



FEHEHEK FBHELMBE - —EHF=EMHEEMN (First-degree
atrioventricular block, 1° AV block) L sz S 2 28 3 &R TR Ay R
42 (Drezner & Fischbach, 2013) » (AL - 58 M 0 45 02 R i B B0 Bl 38 fee 1y
RS - 10— = FE I SR SR E g e A IR - s B0 R
FARGHA L ER AT RE R AE R IR A = 5 RS A 1% L R A A MR BB YT 52 (Bessem
et al., 2018) - Noseworthy et al. (2011) 23R FHAFf LA 22 2| G (£ RS RE AR FEHE
G o SAMUAHFERURAE — 408 T EE) & TR T 7R 9 (5 H A EI4R
& - KIS S AP E AR TRIZE T 10 % (Bessem et al., 2018) -

Simonson (1953) £ —fik @ fF & EENHFER R F O BERVE(L > P YER
(amplitude) LUK ST ZE: N - (HRACIEGEEE 1 P R IRIE AL B LU IR
EHs—rpad EJ (Irisawa, 1966; Simoons, 1975) » &)l HY G 7K 737
FEZMEEET S - (£ P RiE LT (Heikkila, 1973) -

& ECG iy QRSTIRZEFHIIZANETT 31 > BILAFRE S H O = O A %
(Ventricular arrhythmia) g5 22 (Corrado & Drezner, 2020) - {F b 2#H S QRS
KR T o A o ST E B SRR T T E R R RSO E
(Goldberger et al., 1983) - Bhargava and Goldberger (1982) #5 H ff5f & ££ 2 8
S E B R E QRS EHIRIEH S L71 - Bessem et al. (2018) #5t 1229 # K

HBE > R EEFEIR 3-6 /NP HVIERE T - B IISREE/ R 3 /NEFHY
JEREE > LR EI B LB A - AE(E A Y S BB M OB % F1 QRS EERRAY
WA= -

FE ORIV (B > POY - QRSIZEELUR TIRHUHRIE I A2 i BLESH K
AMMEN R ERREHRE - B E R ESBE(L - aJge 2R E R AL
JEA 2 LU SR MR M e - i i S PR PP 2L - (NIE - A e B R AE & A
QRS JZEFHI T}z fixiiEE [ (Shashikala, 2014) - #E—DHIZFIHY L EE AL -
AIREERGREA S [REHY ATP ((EEM ARV EA R - fE BRI ATP T

15



P& B Rl ATP i DUR Y ADP > 36 HLPG (28 & A AL (Lietal., 2013)
YRFEENTREE A P8 NF ] - ORiSr VRS M O o LA AR A6 o A2 G 5 [RERYVIR S

N EEE s Eh AR O LRI - O EEERURE R T A ST B % (Coustet et
al., 2015) - SeFiA SR > ST-T B MR T R HRIEHY R ARE S e il HH =
PEEESN S [REAVOALER T - R ECHLER M AY BASEREC - W HAD ST B2 MEAM
[EHVRF M > S9ME T Rl Y [ (B RE S 0 21 fox B2 e IR B AR 2= (CAD)
(Hanninen et al., 2003) - ZRfi{TEEHHAR ECG HE AT J B51% 60-80 ms ST & F
f> 1 mm > E{EZ R OHLAF KAV (Paul & Michael, 2006) - LUK A
PHEEME T ARBIARZRR (Lim et al., 2016) - Rockey (2021) W FEad BiAE BRAZHA
ST & NIrysHS - BA SR SRME: - AR ES & W BRI ST B Niava+ -
2R 4

Kitchin and Neilson (1972) B 7S8R AR Shas et ST EAN T R AriE e
HEIE TIRRIEEUAIEREI > BB w R L - S8 b
& 1o - BB LR (R BARIE S © FpOEE 2 T (K - 4L/ e
TR - S E BN FE e BB eR B O > R iR TR
IRiEARY R in (Hoffman & Cranefield, 1960) -

B & A Ak ECG R TP IRME I NINIRZ 2 [l Fr 48 [l /D - Malakan Rad et
al. (2021) fFEBEE T - BHFEEEREE P I ~ SR TIOZHRIEES A R 0 -
LUK R0 fel e 4 e & A R A BRI ek L - (ELEE &7 SR HH ] A 3Rr 4R e U/ D
EEAE W 4 BRI F5r 48R 61 2% - 50 DR Al 5 [RE A, L BB R TP BB AR JE TEI By 57 48
HRF T Y S LA O B AL B X8 B A AR b D5 TG A AR [E]
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BHE REESE

Grer BHSORR - IHT a] PUR BRI AL A S AR ] - S mEi 1) - 18
HUT RN - AN ERE4E R SRAVIFE > M e Ty o 5 8 28 B AH L 1| 4k 5
AR BRERRTIE R JRE T ~ fEERE )T - AERTEALRE JI DL HLARE EACHS -
E =58 S T BRI SR A 7o Lo = BB FE - TR AE 70 O W HE R BARS AR DA LT
BEENE - WNES) T E LT E - e E N EE EANEA ||
HYBRZE » BRET L BRBR YA SR i S FETE ME - Z3ISRAVRCR. - {12 ER S E 7

PRI » AW ZE R 7 2 Tt = 5 PR A B & e DA SR AR - BReT LB 4y
RIEHE RS2 -
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ARER LRSI ERREE - o RS (EE T #ETER  RFPorAl

By @ B8N~ WIFEHER BN - EEREREIHIES © B 6N  HEREmEs R

}

ff - SBVUED - EhREGT © BAET - EROUE ¢ BNE1 - BERleEt o o

FB—HIEH R
AWTFEEI G By 10 (L EEE R NEEN 5 - BAER FRTR (£3-1-1) >
AREEENEE 3 RLLE - EEhRE 2 LR 150 bpm LLE - JEEREA LRI
ERREE  PERBHEIZEZAEEHE - WRERES - SEEEES
GEH  LBREMLZRHE OB RS - AAERETHIRZ s DIE A LY
FGEEAVISEHEY ~ Biaie s EROTALUSAEREE S > WEERES

% 3-1-1 2l HAAET

Za#E (n=10) FHE
ik 24 + 4 3%
= 173.3+ 4.2 N5y
B 71+ 8.8 AT

=G| 6.62 £ 0.4 m/s
F ARG

HEphFE c 11345 H I0HE 11346 H 21 H
B - BIILRG E AERE S BB GR B EET ST A B RE D 2l L5l R
Hhg= (SPDI) LRI G B RN LS

18



B=HE AR

— ~ S High Speed Treadmill (] )

>

e

frio}

5k Hp Cosmos /= #R 201 » &= 288 1] %2 40 km/h (11.1m/s) » 3
s A aE 2 28% o MUPEE R: 190 A% » & 65 A9y > =% 23

NGy AIERZ ARG E By 200kg (& 3-3-1) -

K&

3-3-1 =14 (h/p/cosmos® pulsar Germany)

hfp/cosmos &
= &
& 5 2 - https://www.healthlinkholdings.com/hant/products/treadmill/h-

p-cosmos-pulsar-3p/

19


https://www.healthlinkholdings.com/hant/products/treadmill/h-p-cosmos-pulsar-3p/
https://www.healthlinkholdings.com/hant/products/treadmill/h-p-cosmos-pulsar-3p/

= LR MIE
AHFEEE A ORI RS B R ae sk 2R B R 2 LR (1] 3-3-2)
3-3-2 LRAEIES (Polar H7 fig7y =003 (HIEES)

¥
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PO (bR EE ST 2% (EKF-diagnostic : Biosen C_line)
T ALBERT RS - SRR IGREEI TR T TR E
10 pl > 20-45 PPN 3 i HHEE R - —RE L AT LA 20 f5tnds - 45
S AT DA [1HS <5 1171 B L I (B B i el L Y 22 DR (18 3-3-
4)

3-3-4 A% ALBE AT fREs

BIOSEN C_line

SRAEEHLH RS

o~ 0VEEESHIZS Heal Force ECG Monitor
AR H O B E AP0 - 0TI EN L ERIKIY - 8
BiEE USB I HEHET T
3-3-5 /D\%%?ﬂﬂ%’%

@ <I/A \

(_4,- Heal Force
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R
ENTER b At e B o
3-3-6 i

NMODE START-STOH

CASIO

LAP MEM

1=~ NONIN £ _[- Y [fii & B A2 I RE (£5-2500A (Nonin Model 2500A
Pulse Oximeter with Alarms)
A5 E R AE B DM SRR T e B W R A SR (R A PR B A E
ST AR R M F R -

22



JU~ BRIMTH
AT Z R T AESSMETFE ~ JHERHE - Rinst - BWE - 4L
I ERBR IR -

FIUEEREET
RHFEEBBIAR - EREE 7753 BRI IR A - A 5

FEFHIERFISR (HNT) HEE & (] /A -
—. SRR AR
e 30 m &\ A e 2R ELARETRIBF ] > F Ry HIIT 2B S AR

BT B EEEE Ky 30 m - 90% -

H (RS HIIT BB & e 2R = R P T g > — RIERI (R (Oo-
13%) > 55— KA i %(02:20.9%) » MIRREIIR=A > DR AHE T
s o HIT EHfapl@dpddH - FHEE 4 X BREENRH 157 - 4R
(Set) {RIE 5 77 > FREE (Rep) AIARSE 600 (1.2 m/s) » RIF KLY 40 77

$ o

3-4-1 EERMITHARE

_ 3 days
Hypoxia group Hypoxia group
(02-13% ) ( 02-13% )
Normoxia group Normoxia group
(02-20.9% ) ( 02-20.9% )

v

Mon Tue Wed Thu Fri

23



3-4-2 HhpEhiT 520

02-20.9%

0,-13% >30 m-90% > 2x4x15s » Rep:60 s 1.2 m/s
2~ 0

30m

test/ 5 min Recovery

Warm up

Y omin 60s x

R S1 el e4 S2 E1 E4 E15
SpO: HR ECG SpO: HR ECG SpO; SpO:
ECG SpO2 ECG SpO2 ECG ECG
HR La HR La HR HR

La La La

Wk 2 S H o B R ALEE (La) ~ LBER (HR) ~ MEEHURE (SpO2) LA
KoL EElE (ECG) » PREEAVEFFE R B Eh AT Za#E (R) ~ 5 —4HEH)1R (S1) ~ FIEk
JHEE— RCER VU (el ~ ed) ~ S 2HAEEH{R (S2) DARIKIENIES 1~ 4~ 15 575
(E1,E4,E15) - 23U EAE B BRATRHMA L SR - ok ptE R 2R E R
DR - ABEUE T X B REHEN MK - G AZSRMELYF 50 pl - DIAAZE
RoOEARRMRE - RS =srsEEf T E O EE > WRRE R 3070 - EE i
RG] 10 {lil ECG MR » sy rHYR By Al s P-QRS Hifd] (P2 S K
Wig) > S-THFMH (SRR ZE TG R ) ~ QRS i (R E SIAYERE) LA
KT =g (T Rzs#E0NRRYEREZE) ([E 3-3-3) -
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3-3-3 EKG [E[fFZ 3 Hrik B

A<

P-QRS ST-T
duration duration

% 3-4-1 SRS FONET HINT MY S At A 2 e s

HHARE GXYES

ERREISAEHIE = 30 mE ARSI ALE  Speed(m/s): 1x ~ 2x  HY
IR ER HNT EEpaE e ([AAREDE
RIS - AT B B8 L 3 E

5 30 m-90%
HIT EBh &7 ] La: R,S1,e4,S2,E4,E15
SISt 1. Hypoxia Group (O2-13%) SpO2:R,S1,e4,52,E4,E15
HR: R,S1,e4,52,E4,E15
2. Control Group (02-20.9%) ECGR el ed E1 EAEL5
EENHEIE © 2x4x15s
fElEk(Rep) R A, -

Imin(1.2m/s)

4HRE(Set) R ¢ Smin

25



BhEERRE

3-5-1 Ehai iz &l

B EA LY
L

!

s S =

|

IRB A\ ERREE

!

mEwsts -

5 e iolan, AR

B P BHEES

il FEE

HIT 2 &) & for st e I

_ A LR B & ] N
. ([E 3-2-2)

mwﬁ%%ﬁﬁ%l---;lk

| |

R pa B B T
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BB T

- BIES L 4 ET RS SPSS for Windows 20.0 (T ERERET 74T -
+ LA SigmaPlot 12.5 SRS HETT4E[E] -

+ R R AT EAR A 5 B i HINT 2380 & o 5l e ] a1 L

WA IS SRR 2 B 2 2 52 -

- BB LY B (MeanSD) £ -
* ETEIE SR E Ry a=.05 -
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FREERIN

AREEEIIEITFE H HVBRET G R AT ELET 5 - 0 =/ NETEGER A

F—80 ~ Sk Hypoxia B HIT BEEh & {512 ¥1.0 f5- L EWHE (P-QRS) LURLE
&5 (ST) #Y ECG SR 31T

S0 ~ Tk Hypoxia B2 HIIT 288 & fof [ B B 3. 00 o - Lo 2 LA
(P-QRS) LU L= ET5R (ST) Y ECG SN /37T

FH=H -~ Al (La) BLO -0 =R (L (P-QRS) koL EH (L (ST) 734

28



F—6 Ttk Hypoxia B HIIT EH R RO E-D0E
(P-QRS) ERALELE (ST) HR&(EHY ECG
L |=ibagi

FAEREES &M OER (ECC) BLafr  BESTERES (O
20.9%) EBE M FE 4 (S1) L FE-0= (P-QRS) Effifl (Depolarization) 15
B Ry 173 + 12.5 ms » ZHE)EE —4H (S2) AlF 166.4 £ 10.2 ms » [P {H E -
6.4 ms (p>0.05) - (&4, (02-13%) ¥EEh & S1 Bl S2 LHME 4T Rk 172.4 + 10.7 ~
168.2 + 10.3 ms » FZCEH{EZERE -4.2 ms (p>0.05) » Wik EHEEE AR -

P-QRS #xiE (mV) £ S EEEF S i R 2HAEEL (B 4.1-1) -

4. 1-1 (R A BN & iy 0% (P-QRS) AfiiEEEH (ms) E2RiE (MV)

250 1 — ms: 0,-20.9% FZZZ mV: 02-20.9% rS
BB ms: 0,-13% 1 mV: 02-13%
-4.2
200 A -0.05 - 4
-0.2
_ 150 -1 - 3 9
2 | | z
&2 %
=4 2 =
A~ 100 - % F2 A
/
Z
Z
50 % L
/
Z
Z
0 ! 0
R S2 R S1 S2
Exercise

it ¢ R :EBAT S M4 0 S2 - EBEAE A
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HEFh & L E FGRE (Repolarization) BffH] (ST-ms) fE7 SEE A5 —
40 (S1) SEHo{H By 145.3 £ 27.3 ms » EBEE T 40 (S2) Hil & 143.2+21.2ms »
R E AR -2.1 ms (p>0.05) « (REVESN &R S1 B S2 SPA{E 73 H &y
137.4 + 21.3 ms £4 132.8 + 19.3 ms > FHJ(H 7 E -4.6 ms (p>0.05) - ST $EIFH(E

WIHEEN & T (AR PR 2R ER (8 4.1-2) -

4.1-2 (R&E-H AEF A L E (ST) F(LRERE (ms) BHRIE (mV) i

3307 1 ms: 0,-209% [ZZA mV: 02-20.9% M3
B ms: 0,-13% [0 mV: 0,-13%
300 -
-4
250 -
0.13
200 - 0.01 L3
z 150 - , E
L2
[l 7
100 - / 2
20 O\ U
2 00 T
50 4 % % /
7 7
7z 7
0 g 0
R S1 S2
Exercise

it ¢ R :EBET S EEFHESE 4 S2 ¢ EB R AR A
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SH 8 =M Hypoxia 82 HIIT EB1R SRHH S KA IS
LE-LEWHE (P-QRS) DU LEE R (ST) ECG
L =i

% 4-2.1 B[R (02-13%) Bl 4 (02-20.9%) HIhEEIREIISE 15 3
(E15) .0af5-0a% (P-QRS) [EIHARFHE (ms) 73#r - &ERBURE H (02-20.9%) 7#HE)
A7 (R) P-QRS fSiHARERI & 175.4 + 11.6 ms » Pk{EH E15 Sr88H1 5 171.3 + 9.7
ms » I EES -4.1 ms (p>0.05) - {4, (02-13%) #FhAT (R) EAKIEHH
(E15)" V9 EZ= 2%y -0.05 ms (p>0.05) - A EMRE FHESEWKEIN E15 77
7 P-QRS [IHANS A H R EHEHEIZESE - 73l -3.7 ms LLk-0.01ms (p>0.05) -

R 4.2-1 A -REEBE i (R) S PAZH(ELS) ECG-P-QRS (ms) 7371

ECG — P-QRS
0,-20.9% 02-13% Diff
Time HR P-QRS HR P-QRS HR  P-QRS
(min™) (ms) (min™) (ms) (min’!) (ms)
R 66+14.1 175.4+116 66£11.8 171.7£15.1 0 -3.7
E15 87£17.8 171.3£9.7 93+12.9 171.2+16.1 -6 -0.01
Diff -21%* -4.1 - 27% -0.05

ZF : HR (Heart rate) /0opk3 5 R @ Z#HE)F] ; BE15 @ #EHEN4EEEE 15 9988 5 *p <.05

2 4-2.2 HEBREESEE O E FM(L (ST) MEARFE MR - FfHE
AT (R) 234.7 = 31.7 ms BLWIEHA (E15) 198.9 + 27.6 ms P {E 25 5 B -35.8 ms
(p<0.05) - {REFEH & /L HEENRT (R) EPRIEHH E15 7y 8- E 7l fy 227.3 +

38.1 -~ 191.3 + 31.3 ms ‘FH{E Z= E A E -36.1 ms (p<0.05) -
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% 4.2-2 HEA-RAEDART (R) BRAEH (E15) ECG-ST (ms) 734t

ECG-ST
0,-20.9% 02-13% Diff
Time |-_|R ST I-_|R ST _HR ST
(min') (ms) (min™) (ms) (mint)  (ms)
R 66+14.1 234.7x31.7 66+11.8 227.4+37.4 0 -7.3
E15 87+17.8 198.9+27.6 93+£12.9 191.3+31.3 -6 -7.6
Diff - 21* - 35.8* -27* - 36.1*

5 HR (Heart rate) LBk © R © M@ ¢ E15 : MBI 15 478  *p < .05

BRI —4H (S1) FEER L ZE L (P-QRS) #RIE (mV) fEHE 4 E1 F
PG5 2.8+ 0.6 MV > E4 HI% 2.9 + 0.8 MV » fiZGERE +0.1 mV (p>0.05) « i
S ARG EL B B4 IRiR-FEE DR 26 £ 0.7 mV ~ 2.7+ 08 mV » 5
+0.1 mV (p>0.05) > WKk EIRBE R o

O PR b ARiE A A B S ] S2 IR PRAEHA (B1 - E4) - & S BHREAFIHIE A
SRS - HHE (02:20.9%) ZEFAT (R) SPAEHRE E15 775 0 E IRIE 115
BH5r A F 247 £0.7mV E1255+£0.7 mV » X Z=H -0.08 mV - (K& EEHT (R)

1 E15 HEEEAN 5 -0.02 MV 2 SR 25 IREEE (5 4.2-2) -
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[l 4.2-1 B S R0 5 -0 E (P-QRS) A (biriE (mV) 731
6_

1 0,-20.9%
FZZ1 0,-13%
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s % — 0.18
o )
: |
NN T
& 7
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.- n 7
7N 7
- |7 Z
77 %
77 7
0 A é é /;/ Y/ // I/
R el e4 E1l E4 El15
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it ¢ R:EENET el | AT oy o ed : MIEIHEU o - EL - RIEH

4 B4 WIS IUSTEE - ELS ¢ IRIEEASE T FoeE
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HBA TS 4 (S1) MEdH L= AL (ST) #RiE (mV) 2% % EL 9 {E
F5223205mV > E4HE 174+ 0.6 mV > R -0.49 mV (p>0.05) - K&
BB EL B B4 4RIEPHI(E 5 51 B 2.11£ 0.6 mV ~ 1.64+0.5mV > fiXK
REFBEER -

OEFCIRIEEEE S S2 R RIEHH (E1 - B4) » HEASURERTE R
SHARER - HHA (02-20.9%) HEhay (R) ELRER E15 S E=ikiE-13
B4Ry 1.57+0.5mV 811,56 + 0.6 mV » Bz HE -0.01 mV - K& EEHHT (R)

BL E15 P EARAE -0.14 mV > REFEZL LR (H 4.2-2) -

4.2-2 % (02-20.9%) BLKA (02-13%) Lo FHHAL (ST) fixiE (V) 5347

5

1 0,-20.9%
ZZZ] 02'13%
4 0.14
-0.01
0.47 0.51
3 -0.49 -0.47
=
g
I
2 2
! Z
2 2
7 2
N Z Z
2z 2
% 2
7 7
7 7
0 = i i
R el e4 El E4 El5
Exercise-S1 Exercise-S2

it o REEIAT el MEFASE o 0 ed : RIEIHEMU 8 - EL  RIEH

F—or8E ; B4 IKIEHIEEIUEE 5 ELS L RIBHISE A8
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FH=f1 AL (La) L F-LERML (P-QRS) fOEFH S
b (ST) 7347

GEIR TR IR AL (La) 7 4 (02:20.9%) B &85 —4H (S1) K
HISE—74% (EL1) ‘P9 6.4 + 2.4 mmol/l » 55 4 7y¢% (E4) HIk 6.7 + 3.1
mmol/l » T2 {E 7 2 0.3 mmol/l (p>0.05) - (&4, (02-13%) [Ei&kHEA E1 &1 E4
AW PIEZZFA R 0.6 mmol/l (p>0.05) - HEEHE S 2 4H (S2) W{R I FL B HE
REAE EL B E4 SPHEAREE S -0.3 mmol/l » ([RE VI (EERR-0.4
mmol/l - .5~ (% (P-QRS) Zfiifl (Depolarization) BFfE{E S1 FHEUHF9ME
SEE 4 (02-20.9%) E1 81 E4 5 3.8 ms (p>0.05) & K&, (02-13%) &A% H
AR5 7.1 ms (p>0.05) o £ S2 SEHMH 72 E A Hl By 7.9 ms (02-20.9%) 2 10.6 ms
(02-13%) = /(270 % (P-QRS) Ffin{LHFE (ms) fEEHF] (R) BLIRIEHAZE 15 73
i (E15) EE FaEERR -4.2ms » ffE(RE/-0.39ms» WiHFIIEITARE
HEEE =R (8 4.3-1) -

L0 (ST) Ff{L (Repolarization) BFf{E ST & MEkH EL B E4 ¥35{H
FEFLH SRy 41.9 ms (p<0.05) - {4, (O2-13%) [H&KHA EL Bd E4 “P5{E 72 AR
43 ms (p<0.05) - 7£ S2 *PH{EHZZF A7 5 Ky 40.6 ms (02-20.9%) £ 45.5 ms (O2-

13%) (p<0.05) ([& 4.3-2) -
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4.3-1 MR FLEE (La) B0 F5- 0% (P-QRS) ALk fE s34

20 4 —o— La:0,-20.9% ] P-QRS: 0,-20.9% - 300

—8— La:0,13% [ZAP-QRS:0r13%
-4.2 L 250
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38 £ - 200
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4.3-2 Mk 7Ll (La)y BLEE (ST) Al Bk fEl AT

20 - —0— La: 0,-20.9% [ ST: 0,-20.9% r 350
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g £
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it ¢ R:EBIAT el HEEHASE — o0 - ed  MEHASEIU R EL ¢ RIEHTE
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% 4.3-1EEhE R (BL) SR TRE

_ 02-20.9% 0,-13%
ECG unit
S1vs. 52 S1vs. 52
P-QRS (E1) ms ! !
(8 4.1-1) mvV l l
ST (E1) ms l l
(B 4.1-2) mv f 1

% 4.3-2 ifE (R) BUESH{R 1788 (EL5) &G R ITeaR

) 02-20.9% 02-13%
ECG unit

R vs. E15 R vs. E15

ms 1 (32 4.2-1) 1 (G2 4.2-1)
P-QRS

mV 1 (& 4.2-1) T (I8 4.2-1)
- ms LGz 4.2-2) | (% 4.2-2)
mV | (& 4.2-2) | (I8 4.2-2)
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BIOEE R

KHH7E B S R M 3 SR SR AR REEH &R - LFELE
(b (P-QRS) PUR O ZE AL (ST) EIHRYRFEAE SN & 1R & 230 MR
(& 4.1-1) (& 4.1-2) » PEIRGAE LSCRESE FAHIE] - fEEB &R [ Lk
Hi > ST R & 455G (McPherson et al., 1985 ; Simoons et al., 1975) » 534
Goldberger et al. (1983) 7Bkt 5 T AEREAD P4 IE ST QRS FrEIFRIE 4 - K
WL T AR B AT A AR PR B A R U E O ZE U - PRI AN 728 B Al 2 e
Ry(RESHEE AT E 2 N1 A AHAHER P-QRS K ST fHi bR i #Ree - HiZ{EM
PR RIE 5L S4BT - P LBEHY R R A &G 1R1F 2 E FAVFEET R
JE - & A e e R R A A RIS TR ERE A& - 78 RO 2 R i
PR EHYE MR AR N o MBS ARG MR P &Lk i 2 DA AL IMBREE
B AILIA R Y S R RS » S RE 2 B S El SREVACR. (5R7E7% » 2018) »
A E 5 EUE a0 I R e 1 i 20 B 5 SR 010 ik &7 55 28 55 %% V) AH BE
(Noakes, 1981) -

TEWAR IS -+ 17y g BLE E R FFE A LD O L0 = KL (P-QRS) Wf
HIEAR > BEO0EFMRL (ST) BEARE TE - IHRRAREET &%
ORERVEHET DL = E R R £ EEMe W O E B b B - MEERYIHST
GEIRAHIE] » Malakan et al. (2021) fEEEHEIES - 45 REE PR ~ SR T
R HHRNE ER A AT g0 - LUK el G R &l & IR R BB RS ek D - (BAEEF
i P FET Y 45 4R FET R0/ D EEAE WAL 4 BRI R IR 8T 22+ BB L B R v s X R 7
il - FEEEN &SRR L BB ~ PRiE MR E R M LA — R0y -

FEWAEEASE N 7 (BE4) LRSS T v (E1S) L= L (ST) iR
BT AR REET) B E1& EE DR KR & 23 IS (8 4.3-2) > A

Fikenzer et al. (2005) BYB5E B R IKIEHASE = 4788 (E3) ST [EIPRHFEML A 2465
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IRRERVESSAHTT - ATA S AR B E BRI + o0 - AR R KIE
FESFTHIREE » ST MR R AR R MRS - E(EEB R TR [F Ry EE)

FURE LA FOEERE AR - 5550 ST HRiE AL E— i 23 TG (& 4.1-
2) B WKAG HR S5 1 i 4 5% 2 B T %% (8 4.2-2) 71 Kitchin and Neilson (1972)
TSRS BT IEEN @A T ST BEF1 T ARG NI - B T )RR SR AIERS 0
AUGESRARE - BAR OISR R B L EENR 5 1 08 - 8
F ORI R o M85 SO 3B 0 ML S (R - 4IPS
HEFRER N - SR EISAE T A LRAHT AR R AN - PRILAERE T
AUHRiERYIE 0 (Hoffman & Cranefield, 1960) - fEA5E " ST fkifE 237 L7135
Gt BRI R T R R R M Bl — 45 RS RS SR DAY T R B T BRI Y
i - A T EE R A Ry ey HNT EEHRIRRGE PO A BT AR MR G2 « A ol
SCRR A R R B A ) 2 A ki B - ECG #rRimick T 7 fl ST BL N
(Coustet et al., 2015) + {EFEZRFFE, 0 & 8 73 1y o Il S S B b O U H O BB 2
i b SRR B ) 2O R O PRI A SRR oK TR R0 2 e B BE IR TR
YA IE S E (Kindermann et al., 2003) » fEHT FURFSE th a8 BAE CAILILIR B AL L AL
HLRER R AL - K5 [E ECG-T R Fi( LRI B T AU SR Ef S 8 (Taegtmeyer
et al., 1980; Hue et al., 2009) - PRIt 0o igAF i TS ME i R AR T - 0
EOVHEE TR - e MURAVELES - BEMR S ES)EE - Al
AFEE 21150 mi/min (IR E » A I AEREFEEENTR K (Markworth,
1983) - SHAMIASCEGE K HIT EEE % - @ENSSED (TnT) MERET
= 0 ATREAVETER LBRALATREAR S - 5.0 BRI O RS B R A A 2 R S E B
TCREFITHRE AR R ML R IR SR G IEHY IEH A FIR G - A0 TS50
FEE 4 Faf RERE I v S5 58 P 40| 0 S o MY 52 2885/ N (Neeugebauer, 2017) = AL
Gty LA F LR ) B R B 17 T R o B T T 2 1 R PR

o
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AW FEEE R TR B O E (L (ST) R WAZHH R — oy S E5 -+ 157
2 BT AL BRI N (8 4.3-2) > AR UNMEE B L BEAE
AR Ry FLBE (Lactate) »  JHLHRr 1A% L B2 R FEE EE 3 DO UGB T8 38 T B ey
i (Gertzetal., 1988) - ZAIM T 2 L BRIV ERHRE 7T - B OHLEMESE (5
5 HYAEAR - HEIMEFAE T IRIEE fmzE ol LS R 3 (K) BET-12 0 B R E /YT
@ EEERBUNMEREHEFARET T RIRIEfRZE P EZ FHAAER
M S H PRER AL ATP A2 Rl iy S8 AME 4] - JRITAE
RAYESR (Hypoxia) JRIE T - /LU R AT BERIBR Kb S P2k e i ATP
WAESIRE T E A AL - AR RN EREBIREY] - MR AR CHECRBLET R O
&P oRIAE HUIAERE (Noakes, 1981) » (NILEANIFE A IR E & ALBORE T
F ST P LAY R R ORI - (UL kT i 28 FEE A1 Y S JE -
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BEE SR

AT FEaE R 3 S M Hypoxia B HIIT &8 & oy £ R B BL PRI 0 55 -
Z 4 (P-QRS) 5w (LR (ms) BEZER (mV) BESELR > HLOE
L (ST) B H E R RER BECG SHETAEE AR - HAERRERE RO
S AT SR A I8 B A [ S AR5 S P DA PRI AR B B RTIRRE - PR R
TAEBI R R ORI LU EET R R X > HARSEESRI A DR L =85k
A B SCR A o B AE R e S R B MY O R EDR P R > RS
Hypoxia 81 HIIT % 8 & {7 ¥ 52 0Bt BA 4 58 61 S MEAIE JE - /2 alll R - BN
ENTIFREZN (G U NI R S & Wi e 7 3P
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