55016 B 1 ®x 58 F A Vol. 16 No. 1
2009 £ 1 H Journal of Physical Education Jan. 2009

SR FY AT S,

B & B EAX iz zh B 71z st
PR R = E RIS

Atz t, x&E L, Fhhae 2
CLAEFGITE K PO EEE S22, 74 T M 510006; 2. KA KRB RN FE RSB, |4 T 510663)

] B R T AZRAM P, BRI S 2R )35 3h ek AR AR K E R A
Mo AR E, PAKEEE MR E T M R R, R HEGF R, REBRRNESY
TR, B A MR EERN G AR LRSI ERA, WA BB, A TR
B ERRRAT R RE S, PURKEALIE R A & TIrel, A ABKALESHEAIKT IR, A
Z R B E . LB R E . AR E O R RO F o AR GE B S0 RO AR A A
EHRalEm, B, B3GR P EE R A Z RIS R e E R A S WK AR
B ek ) R B R

X # iR BE3HARES; AZLRAS; MEEE; i YRRl WAhES; )

hESES: G804.7  ICHAFRIRAD: A XEHRS: 1006-7116(2009)01-0100-06

Effects of the menstrual cycle on substance metabolism and female athletes
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Abstract: The authors gave an overview of the effects of the fluctuation of estrogen and progesterone levels in the
menstrual cycle on substance metabolism and related hormones during an endurance exercise. Previous researches
indicated that during a medium or low intensity exercise estrogen can increase lipid oxidation and reduce glucose
utilization, achieving the effect of carbohydrate saving. On the basis of estrogen functions, progesterone promotes
lipid oxidation and enhances the aerobic exercise capacity. During an aerobic exercise done in the corpus luteum pe-
riod with a relatively high level of estrogen and progesterone, the lipid oxidation capacity of the body is higher than
the same in the ovarian follicle period, while the carbohydrate utilization capacity of the body is lower than the same
in the ovarian follicle period. The menstrual cycle has no significant effect on the basic values and sport induced re-
action values of insulin, catecholamine hormone, growth hormone and glucocorticoid. Therefore, during sports
training the effects of the menstrual cycle on substance metabolism should be considered in order to fully exert
physiological potentials of female athletes.
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1 . RN
i iz shrh, VR IIR Wi BERE He W] i i T
BT, i K AL A ¥ (carbohydrate, CHO) % AL (CHO
oxidation, CHO)ﬁEj}Eg FTHEMEY, SRR
|2 S 5 L VR S e O MESCR AR 5C AR
PR FEE I R 5 1T RIS Bl B IR 38 4 K (respiratory
exchange ratio, RER), 1 65%HE'ijETxHx/¥=Lﬁ(VOzm)5ﬁ§
B CHO., S BEEAI, fEmElEliS CHO.
Fib 319%~75%" . MG L MERNEMEMER IS, i
%HE%E&(&% fatty acids, FFA)%E}[‘% , L 65% VOsm
HI3328) 90 min J5 LA 85% VO, 88 B 1, 5%
BRI OAE, MR b ST AHAE 23 FE o L (rate
of appearance, R)MWHIH* (rate of disappearance, Ri)
PR T S A PR AR PR N PECR A
WA 25 5 A MNRIIMERGR Y, 60%  VOaun SRR 4
z3) 60 min, RER WLRFE(T. B &A1 RFFIE. LB
JEF ’fﬁi‘l‘ﬁ(estimated muscle glycogen utilization,
EMGU) MR, 1% FFA BT, CHOL 2B
b, TREZEAI TSN o WERER AP FE [RIAE AT B AR 25 et
JIZSNHLAKE RAT R, TR 32 Sl i -
BN R ARG R o A O BT S R R T
B R SIS BRZE RO AT, 78 2 h AU
EiGisdht, SXIRA R, R U TR
RS G e, R TR b, IR TR S ALY
o, AR, iz shisie =" ISR
FUE R LAS G B By R BE T TR, A UL 1 X e
EiESH 2- B A -D- # % B (insulin—stimulated
2-deoxy-D-glucose, 2-DOG)AJHEHL, /b 1T WLKE I Y
G, OBESRAENSR, AL GONL. AR 2
BEIRR & L, TR MR R TR
EE SRS RIVBES], WX 2-DOG HYIEH ™,
REORELE , BRI SRR iR, jsibizsh
A AR, BB AL S 548 800 ™
MECR BRI AL, W Z S CHO THAE, 5
FEATY DA R bR G M LA B AT SR YR
PR G, SEBRUEN], MR TR s sl AR E A
JI& Wil (lipoprotein lipase, LPL)&ME, THEs B AL S5
Bidigirh LPL iGPEL BB NSRRI 412 LPL Tk
Lo, AR TR 61z S LA TR 0] 52 e PR Bl I i
W RGO AT 0 A BRUIA B SR VI BR T8y B -2
LIS A S (beta—Hydroxyacyl-CoA dehydro—
genase B —HAD)EPEMIRFEAL, (2 1EH K"

BB By 2R A BUSE N SRR S S R Re " s RS
W5 U By I U A P 5 Db v A iR
B ERRER A s e R A0 P R
FRIAAL BTG, SIS E IR R A" wibis
i fErh EMGU Kol RS WEKE T Bk ZFr
AR, BRI AL BERE LE .

ZEPCER T Y B RV T B MER R W . R
R e SONTIE AFIERITPNk A i i PAlee 2 il
PRIZFEMA AN . 5 MECGR IS BT, TEBERCR AR
FHEEAL EAEHERR A s ™, I Ais 3 hk
T3 SRR L T AR RE 2 2 D A T 3ok 1Y B T S
BB SR AR, AR A(G5 ug ethinyl es—
tradiol 1 1 000 Pg norethisterone, high progestin, & £A)
WEAB $5 4 i (peak oxygen uptake VOo,..) T8 B IR KT
K22 E 435 pg ethinyl estradiol A1 500 pg norethis—
terone, low progestin, 1k A), RER{IXTIK P 41, W
D) 1t (peak power output, Wi FTHEESH, )
FRFTFHIRTRIIER: o 7ELL 75% VOnea 3R EERFEEZ ) 20
min I}, = AENEIGIN, RER AL, BE2E0Y% L
Ko, GBI B AR EG , IR A A I
THpEa, SR, (B2 ki A L
PR FEANSZ R MR B AR ™, 2R R B s
VETAT RE S H R MR TG L™ | 80 IR A i
A PR AN X e & R A RURE™ | AR
TR ) A5 22 R 1Y IR AR A K

2  RBEFRXRRACE B R 0E

HZ WA FR A, #2200k a
AR B AR B KF HEImE I T 3 A et
ZBWE TR 20 A (LTS MERCR - B0 L)
0.18~0.22 nmol/L., EA&EH] 0.55~0.7 nmol/L; IMIEZI4
2. IR <3 nmol/L, HAH] 32~64 nmol/L)m]O %X
TR X E S B A — e s, 2R
TEXHERY R, R BRIV BR R (glucose metabolic
clearance rate, MCR)[”' R REER) RN R VAKX RER
R B
2.1 XKL MREEIS

CHO feiz 3l RO AERE Lo il 45 1z Bl B2 A 15 R
TGN, B FBR R 65% VOu. LI LR, CHO.,
M T, BRI W R, TR AE IR (89 =
3%V Oz, (92 = N%HR..)VA_EI, BEEMLAELL
JUT AT ZBEATH ™ HEHEIE VO RIS BT, U |
JHPH S i e 1) E R U™

L, H SR AR S 5 L i FLRR
RER SZMRARBIR" = 7 i@ gk, &5 Xy
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16 %

YA s E S5 shik g . 8 8KV Koz shd
SRS S 0 LA 35% VO M 60% Vo 38 5 B
1280 30 min, 1EH H 28R A% v A A
AEFI CHO 7Y He B AR TR i 3, 2452 Blsi Bk
75% VOuu B, CHOWLFIFHAEDR I, BRI 22
S Az sh L ELL 70% LR B (lactate thresh—
old, LTSREINHR HIT4E5) 25 min, B CHO... IMFL
PRV . RER . M R.BX R 7E IR S (A0 v 8 22
S AR BHEHIE L) 90% LT 58 JE4kLEIZ 5] 25 min I,
BRIWLE CHO. LUORIEIIIR 13%, BE RAKT ONi 1]
14%, RAKT U0 15%, IFLER . RER JREH BAKT
SR IR B AE L [ 70% LT 5% 90% LT 58 iz
ik, BEARIREIE T I HI" . Devries SF™Y5L
Bt WIRIK RIS B - L VETE 65% VOnen SRIE TR 42
24 90 min B, FAEMIH LM+ 1) DR, R
1 MCR {EHIEF BRI 2SI £ 1)d ), HEiA]
RS UR RO . OB BB L B o3-Sl R
i 30% . 16% 1% 24%; A XS IRAE B CHOL H )
TUERR, UK 299% 1 71% , ¥R A 329%F1 68%
ZESORI L, AR S8 o rh A5 IS Bl i H 28]
IR AT CHO R 55 I 5 ™

WRAEz S aTE S AR A EAN e TR, H
25 31 st AR X AR 198 52 A D 0 2 0 59 T 2
Campbell S5 X AEFREEYIZRN 8 44 H L FI IEH 1
AT 70% V0o SR ATT 432830 2 h, BHA Pt
1T 4 Kd/kg IR B 2 IR, 255 s AR
ZHOPI3Y) CHO.. F 73 H((80.1 + 1.2)%) A &k i T i A3
(77.0 £ 1.0)%)(P<0.05), ## R.. R, MCR K%k
éEﬁE(hepatic glucose production, HCP)B‘FHE 0T
W1, ORI G L BRI B 13% . TEAMIEA ol
RS 1222 7 AN, B CHOLEH I, B R
Ri, MCR MY{EAETRY . BRI A A2 k, H
AMELLH R CHOW B EE . UELLURE R, R T
JERMEELH AT, HGP AR TR MR AT st
fHIl LT, MCR FEA#MEALSAEFMEL B I B A
FMEAL Y2 S NS5 AR AN A B R RS o
BHRE T 19% K% 26%.
2.2 FREEKBIRYF NG

JE I3 8 S A R P2 R AT B 5 Bl e 1) 2 g >
PP N 2R AT B m MU R R B i ae ™, h
G BN R B R A AR W7 32 i FE Y R R (55 +
3)%~(72 = H)% VO™, T8 NN (48.3 £ 0.9)%
VO™ 1887 A BRI AR IR A, [
GmPE ST, Bl s IR A AR S T A
T EhE™,

PR A 2R A X i 28 B AR A 5
0" 7E 35% VO N2 60% VO $REE B G 1B B,
TEH ) 28 J 0 )53 e A b 0 SRR D 1 R B
R TR, MBS 75% VOu. B, XFh
ZSH R Zderic X iz B S A R AT T 70% LT
SRETIR (1174323 25 min, SIS E L AETR
PRI 25, AR REHER 90% LT iz
s, BEARHLENRSE A AL A = O 23%.
Campbell ZEPAS IS B IRTE 70%  VOnpen 1R EEIB BT
TR BRI ZRAY Lo P AR 2R AL & 23 L i T
YRy, im sl AR A EEAN TR UORE, TR H 245
BIPIEE AL E A b, IR BRI B AP o 4 b
EHAY2E 5™, B Horton Z™SLRH IR 50%V 0
S8JE 90 min DB s, H 2R AT AE AR
A A A

AT CHO KBRS mE S
BHFH MBI Bk, E8hE LGS st
[ A IEREA G, KTz sl A ALARZE I AR ) = THIK
KB . B IR RISEERZE SRR, &
TLREIRA T2 57 o iz shih i 51z sl (] i 2 HE Bk
SE T CHO MARZEMTIRE LA o i3 s A AR ) P 2 5
S Bl B ) 22 S A T A AR — 52
M A

3 ALRBEAMEREEKFEHZIN

RN AR A2 Z R R T, RS R . L
RIMERMER . B LR MR U E R RS, X
S 2R 1 7KFAR AL AT R LR 1 AR iz 3h
VALY L

W N, LIRS TS R EAEIE T A 48
1A 9P 7 SR B A T A B S 22 S (B A
JEMEAFAEATRIL A, o Diamond ™ F1 Toth 25" 5256 i 7
il 5 B AU E AN 32 H R IR A 5200, 17 Valdes™
F Escalante" %5 1Y 51256 2 I g &) 2 AU E 78 5 (A st
W& FR&HTE P<0.007, J5# P<0.001), izzfinf#
oI 5 2R AR U™, IR N B 2 K,
LSRRI Y2 Bl , X 2 B AR 45 S 56
GERETE—E S Zderic 5" HRIEAEH AR AT
WILL 70% LT 8% 90% LT BRI iz 8) , [ RAris
Bl SR K EASSZ H 28RBS A 520 5 Horton TJ
PGS BN, 50% VO $EE 90 min BB, BEE
FUR P AE F A I B g TR R R R i (P<
0.001), 14 B 1 UsETH = i IR 28284k, L HAEZ 5))
HEH] 45 min ;110 Braun SF“ASZER N B8 52%
VO BREE DR AEIZZ 15 min B, BB 2091
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B AT ORI, Bliz Shist fa) ) e s fh 22 S 2k o
iz gl A A A SRR OB T BRACK B )iz 35 S 1
A B2 Jo 5 Z KO R R, S F 57 )™

i 3l B TH R LR B e S B R I K 0 e
TEFZE 100% VO BEEEIZ SN, B L RRR IR AT+
14 4%, ZHE IR TS 18 45, 588K Pt HAr
FERCMVE, 3820 i SOz shint B AR R ARk e
mTAEZE s R, AR A LA R B R A
FEAE I N ) Dean™" B SLEE R AE BRI ]
R R A R A S R (24
+2). (23+3), (26+5) pg/mL, EFE FRREZE
53514242 + 60), (229 +33), (225 + 16) pg/mL; 1E
FLIR B s sh 2 R, B R AR R I BRI S
(418 £110), (336 +70). (353 +51) pg/mlL, =& FIgE
BB EE A3 (3 800+ 1 109), (4 135+ 1 076).
(4 034 +961) pg/mL, HEAH R 2% Braum™ &
Botcazou "SI RIREULRH T8 FIRE AW
FRRRE KRS A &R AR A R, iSiE
Sl Kz SR SC R &Y

o - N N
(adrenocorticotropic hormone, ACTH)¥ A2 H 28 J&1 1
HIEZIR , LA 70% V Onn 3z S 10 THE 12 2 SR KT,
ELTE ) 26 JR 0 00 AS Ti) A G2 sl o 38 %) s i A
L1 Horton 2514 Itk 7R W] (R 14 22 B H 228
WIASTRI B BOK AL, 7E 50% VO HEE 90 min iz
SR, AR BT, AR AN E R,
{ELS A S W ANSZ ) 28 JE IR ) 22 50 50 .- Braun'™
Bailey™' & Kanaley™" [} 5256 [RIFE S B H 1T (R4 K-
G BGa SR A Z A 2 IR B . B shid
P & BRAMEERT AT AR BE A S0 o 7E 70% VO 8
FEB B BRI, 123 % 60 min B, #MELAL AT
HAAVR JE R T AEAMBEZH (357 + 26) . (274 + 28) nmol/L),
H32 Bh B 70T, AL AT B KA T IR M 2
(486 + 57). (625 = 59) nmol/L)",

iz Eﬂ%[ﬂlﬁzﬁﬁl%(gmwm hormone GH)7K
-, LI 538 2y 0 A e B A DGR ARG
PRI BGZ SR GH A e BB+
B GH Jaim FIF B s ™, Fiatk
GH X2 IR S Bl 2 T Rl 53 1 SAF R H™,
KM ST $ i GH AU, FEAIE GH ALt E
B2 s R SO (™ Seae R, A 45X GH
B S22 SR (B4 T g VR
L 60% Vs #EEEIZZ 90 min B, BIHIEI] . Oy
WA GH R VE A HJE(37.5 £ 11.5), (61.9
+11.5)5%(48.1 £ 12.8) ugl, AW BEZERE™, Zderic

SRGE GH A RHEAEIN (1.4 £ 0.03) ng/mL) K #
PRH((1.6 £ 0.19) ng/mL)AHEL, DL 70%F1 90% LT iz
5, BRI GH {8(70% LT(11.6 £4.2) ng/mL, 90%
LT(11.1 + 2.4) ng/mL)F = T-O9IfL1H1(70% LT(8.8 + 4.3)
ng/mL, 90% LT(8.5 + 2.6) ng/mL), {H255T0 0 Mk,
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