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ZAEALG A IEX MR HPA HHIhREK -
— & T R K F R ST o 4
ko KAR AEK"

(B R RSB DR R, TR 210023)
CHHAR AR 5 R G F R H SR E, JEaT 100803)

# = HPA #h(Hypothalamic-Pituitary-Adrenal, HPA)Z 4k % B2 JE ) 48 % 1 2 R A3 0 ik R & BAL 89 o & )
F. N RGN ALK S S @G R B 2 97 4 4% A 4E (Premenstrual Syndrome, PMS)-4-H 2k T & i BE K-
9 HPA 320 86 K 9F, 25 1990 vl k69 32 B L(EAH A E N=1280)i 41T T £ 4, WA LHEZITHEE
JEW R B fe FRIBBEAE  EREA . EALAR P, PMS kA RPN X RAELEEFRT LB, B2
B JUREE N B ) A9 R AR PMS I IAMM R R A T S B AR AR FEF . FRRETLHLER
5EEHREM, PMS k- FH RO R R BELSERERTH@ o0, e imsesstadii s
EEF, ZERRTEN N5 ki 0 XK T Fo @ xR ) B 49 HPA b RS R 22 PMS & & 89 T 4 9% B ALH
ARAFI 0 KRN R & REE PMS MR R R .

KER B HEALE, KRB, T hfE—EA—% LR, HPA 3, T

FHES  B845

1 58 2019), PMDD I %554 2.1% (Qiao et al., 2012),
Ko e ) A5 TR S L B HVATS 5 41K (Stod dard
et al., 2006), [ T 154 b4 58 i R A4t
PMS/PMDD {75 51 4% B i ) . 25 A0, A0 467

e e o e L JEIWABSEBloch et al., 2005), HAIHNER(Freeman
AEARELAT s (OILZEAE, WIADAR. SRS s etal., 2004), HJ¥ I HRJE (Halbreich & Endicott,

%%ﬁX@L)%$%ﬂJ§Zi@9€T’E; iw?“ﬂ:’ ‘ﬁngg\ 1985; Pearlstein et al., 1990)F14E JE4E (Fava et al.,
ALPPERG AT . B RAE: 005) k7 yF4E 41, PMS/PMDD AT L4\ fo] il

otk A G R 2 PR AR B (00 BT A A
PPEREAR (0 IR AR AL, kS gE AR 2 ah Lot B
ol FE A ok ™ 7 447 % (Halbreich et al., 2003), EfA&

2012), EEARRFE —EFEREN, 2FAE 5,48 PMS/PMDD fig35 14 i R348, (I
A AZE A 1E (Premenstrual Syndrome, PMS; Yonkers B, 5 TIT B 0] T 2 0 2 7K ST 14 52 o 2
et al., 2008 LREDPA——22MIBLOHAREE 500 8 Rubinow & Schmidt, 2006). H4k, />
#% (Premenstrual Dysphoric Disorder, PMDD; 30 A BBFST LR 8 T - -1 b
Lustyk et al., 2009). (Hypothalamic-Pituitary-Adrenal, HPA)F 52 i 14 Fl

B HFZUXEN PMS TATRFIIBITE i, HPA S A TR SR B 2 g
KBL, PMS HIRIGHN 25%~40% (B FAIH,  Jpamms, i B HPA IO 5 4000 00 2 bl
W, IS B HPA o RE Ay 24 Yrds br

ek H: 2021-10-31 (FHEMG 45, 2014), # FH P HPA B RENYTE
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%6 W A GRS IE PR HPA BRI UL T R R IR AT 989
LM A BT HRPR AR (Zorn et al., 2017), i PMS ZVER) HPA HhUIAER L4 O 2 (el

A 53 W ST AE D i 28 3 43 D00 B S P 7K ST £ [
Ml T & F IR & Noradrenaline, NE), 125 I
iR K2 53 & (Adrenocorticotrophic hormone, ACTH)
iR Y.

B HPA Bl S Bl Ry 23 i E Y, R
Shy T s T B R B K P e PR B TR [, A
B T A FE 43 I X B 55 o 4 Jgl s o AF 52, HPA il 1)
A2 I AT B8 23 1 i ous 67 R i EUER M, HPA Jil
AR B] | o BE BN 8 0 B B0, AR R B S
SRR A A EEECE AL, R RE BN
AR Ak, I T RE B S 5 ZOKS #0RE A (14 & JF (McEwen,
2004), F5% b, E#HEAESPIRZES T HPA il )
FE 2% ) 2 ) R G A7 4 W T I A Y TR
[X 2% (Herane Vives et al., 2015), HPA §liZh5E 2 74
B4 2 27 £ B (Steudte et al., 2011; Klumbies
et al., 2014) . #MAR(Gerber et al., 2013; Karling et al.,
2016) . A4 )5 B 4 B A5 (Wingenfeld & Wolf, 2015)
S5 2 i 4 e di vh R B

HATA NI S, 248 B E Lot h 20 B 1
TE P N UL (Kessler et al., 1994), 4ot A
0 AR RE A1 A AR 1Y T RE MK 2002 55 PR Y PR A
(Regier et al., 1993), B A7 207 )5 51 &A1
PV 380 R BE M 02 55 M A P A% (Breslau, 2009;
Kessler et al., 1995), RIffi — 3 1# 32 A0 [F] & 1) B
1348 it 2 a0t (Luxton et al., 2010), 2% JE %] HPA
M5 T 2 R B VDA OG0 R B i — 2 A — B B
(Hypothalamic-Pituitary-Ovary, HPO)/ fi# | 24 &
B A PR AR E 20, 2oy HPA Rl D Be sk 7
AR 2 R A AE 55 MR A P A A 2 e 1 i A
Z— o HPO %1 734 B PR BBV 15 HPA %l 138005
5 B (Conrad et al., 2004), #ilhn, MR fefi it
B bR R T 45 & Bk B [ (Corticoid  binding
globulin, CBG)& M, 1M CBG fE45 A 90%MiiE
5 7 G (Siiteri et al., 1981), KL TCISTEILL IR
SETERLIAAT T, MERCR ARSI HPA Bl 30 #
2B (Kirschbaum et al., 1999; Kumsta et al., 2007),
i HPA %176 2l th BE I 15 HPO Sl 19 43, (i,
A1) HPA B0E 2 5 1 T8 ZhHEDI ET Y 3 144 B
Z (Luteinizing hormone, LH)[#{ 342 (Kerdelhué
et al,, 2002), 5 PMS #VIHH 3¢ HPO il s 32 90
th 5 HPA Bl XU B 2R, X $2 78 %5 42 PMS oMy
HPA Rl DI RERIA HAN 28 9 43 Wb S il o

PRIFFEHBCIESE, [HBLAT 1) G T PMS Z M HPA %l
TR e IR A B 5 9F IR A A5 1 — B 45 2R (Girdler
etal., 2007; Lee et al., 2012; Huang et al., 2015),
e, BB AT PMS otk HPA Sl A IR 25 i i 1
LEBAN—, N, Parry 2 A(2000)%%5 T PMDD
2P A ) 2 P B 9 P R R e A ) — A
W 505 30 2340 1 R BT, 25 R KM
A ARTE B SRR 225 . (L5 IR A2,
Rabin 25 A (1990) 5T 21 % B, PMS MM -
I3 R TRV AR Tl A Lotk . Bl g i ok
FHEE A2 E 1Y) Bz 5T B 58 B S 1 (Cortisol-awakening
response, CAR)E N# 8 251F T HPA i o 4%
Sfabr, KB PMS 4L tERMHR AT CAR I
hIE 25 I {E 4E 3R (Beddig et al., 2019; Hou et al.,
2019), Hk, 2VERNBSRMET PMS Pk HPA %l
WRERS I R L5 AR — o RADEM: R T RE
VR MXTRald ) HPA BliG s, Rk KERawise £
R A BLR 422 07 34 (Trier social stress test,
TSST) . ¥ Al 11 AT 55 (Huang et al,, 2015;
Girdler et al., 1998, 2001), XELHFFTLEF i —
Fo LB, SEHALEML, PMS TR
IREL ) HPA A B AR . (HW AR A &
PR 25 (0da, 2007), SR A B E 3 PR A9 F
FEAHRT 8/, Roca 25 A (2003) )53 2R iz sl i
BORE R, PMS Lot B AR RE R BLL TEH 1Y
HPA il s i (Il 3¢ 2 B B A ACTH)HE I, {H Parry
25N (1994)ff FDGYT IR A 30 PMS £ PEFIXT R
B2 5o

Kiesner fll Granger (2016)Z:iR T 38 mixT
PMS iYL T B2 R EEK /Y HPA B AESC M
BYSEER SCEE, G A B S A R R A R
SRR FBLE, MATA IR A UE R
Bl PMS/PMDD B H 5 1E ¥ 4 M AR [ i iz
FTET- YK 22 5. R0, 23 TR R R
T, AR EWER R, Tk R
PMS Zoth Bz BB KT 28 7 AR 4L, LA KL
AMREGLSFNELERRK, Hik, /524
TCOTAT I 7 i, W LA T M AT 5 2R AT R 2
G, URngeia g aine, AT PMS
PR T B K P HPA Sl 3 BE 2 98 (0 41E

5 Kiesner 1 Granger (2016) 19458 45 R
W, WSS % HT LIRS 0 2 20 .
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FLAORE, PMS PER) HPA S g2 I8 7T LIS A
ZRER Sy, BRLOIRASTS LTI PR P A i
Ve AR . FREE SR 5 i AR 5L = R
AT 55 1ok 1 36 T g (Fd 4% A B TR T P50 0 B
PEFE S 8), MMISZEL T % PMS/PMDD 4 :4E H
2 B o B R g B A R AT IR, R LA
TSST 4155 . DAL . ARBIHAESS . ¥
i’ (Cold pressor test, CPT). stroop & Il {T 5%
(Stroop colour word test, CWT). i Jisi Ji 4% A4l
S B IEBIZVYNE T AW S BAIL ] O
BEAWEFE I SCTE W IE J 2R, ARIESE H OS2k
RS TR R I R 58 Bk A OIS, (] K 25 R
FHAESCWR 5T b (Y L = 25 R AR U SR & 0 2 5
LA R, B BT s & gy =X B 5 e
i [H] . PMS/PMDD Hf A it HIiZ W & B A it LA
TERFTEEE A —H9 ] BB J5 Il (Kiesner & Granger,
2016), FEARFFE PR AT AR i AT H 58, F
BN LMV Sy W BE A I 1 A2 AL L DL [ L X
ML 2 SOk A R, RATIEZEET %
TCAR IR R 50 DR A 5T 285 2R 1 I T VR T i Ah,
Z:% AT PMS BRE X T H &R 328, A
FUH B 28 R SRR R I R 2R

ARWFSE H bR 2R T i ik, X e A
KT PMS M HPA HliDig J< o (1 S 96 i 58 i A7
HOFTR B TFRAU R, REHE S PMS LR
TR B EE K- HPA Bl ZRESS I, 4B 520 45
ST S =, LUBON A BF5E R — B
WAL WL AT rEE .
2 FHE
21 XHKE

SCRR A 2R ) B T 20008 B 55 Web of Science,
PubMed, PsycINFO = A4d &, [v i 5% FH Sk ]
A9 J7 5 F Google Scholar HEAT SCHk kb A . H&R
AETRR R 1990 4 1 4 1 HE 2022 4F 8 31 H 3
TARSCH RS TR OCHEA, KRN
(premenstrual syndrome OR PMS OR premenstrual
dysphoric disorder OR PMDD) AND (Hypothalamic-
Pituitary-Adrenal axis OR HPA OR cortisol),
22 XHEKHIZAN SHER

SCERN AR HERLEE . (DBFFONSEIERRFS, H
A S IR, o 9848 PMS/PMDD
LAECEDF AL AR, WS R TS PMS/

PMDD J& T-[F 25402, 1% BRZH 58 2o ()0
FEAFAEFL LR AS T 31 I 24 5% Pk AR st (2K 24 W A
KRFFE A HELRARDS) HPA BRI 48—
R Q)BFFT i S ER 2%, HE 4L, i
22 A 1 45

SCHERHEBR AR LS . (DF R SCHk; (2)3CHk R
ik . SUGHE . TR BHEE S, TR
SRS Q)T (A& T4
FEIERE SR . BBy RS E
S5 75 A B S S T, PR A R AR BT R 1
Bm AR G — i C A R IR R (R IR REH R
WKIRTCTE IS 43T T 5 B A T e 143 B i SRR o

SCHR IR A IF LR A, TS 7 1 B oo 43 87 1
%5 PROSPERO L#id o &, M5
CRD42022358646.,
23 XHFEOSESER

mE 1 R, SCERIG A AR R ER . B0 .
INFIANA 4 BB, PR TR 3 (AR SO — s —
YEFZ RGN A FHEBR AR AE AN S AT 0 25, 0 B
LY TCH BT IR SR . o, PR G E0R 3% 32 5,
SRR 1280 A, A B0 T BRI L R
20.86~38.70 (%),
24 NHMFEBEHEEITE

XA TC A T B ST HEA T AR B g, £
F (DR Bl iy 5 0o Y B TR O R
PSRN PR VR B BB, (2) K s s A ). B R
L MR ARFARULH; G)FFEHLIX . T
EINFBRM; (4)i2WiZEA: PMS, PMDD; t4h,
PMS/PMDD 4 Ff: 4 s Fl 5 3 - 359 4F 4% Sy 3% 2 Y
P AR R, TCWAE S, SOk LR g L%
1o SCHR ARV AR AR B B2 o 0 (8 L ArifE
25, tHA FHEREAR G T .

AWFFEME ] Cohen’s d /2% PMS/PMDD 41 5
X 2 22 ROV . B HIFIR At R 4.1.1 19
“esc”FEF LI Cohen’s d, SR 4T 4w, fii
E 14 d {5 % i PMS/PMDD AR Lt b W8 41 B 25 )
A, i 6 ) d B4 R PMS/PMDD 20 AH H X
WR L HAIC I B B KF- o nR — I 9 1 & 2 R
FAF R Z UL AR B 2 AR L S AR
IR E, &5 'S5 204E 0% 22 (Borenstein, 2009),
U, X2 g AT, AN KO R B 5T 2K
RIMRR T ES SR, BT 2 15 S AR 0T 55 56 1 1) SR 4 i
FURMPREE PR AT I« R, DUz 5k 6 2% 4
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R AR BHE PR A SR HoAts 5 2ARAS SR
n=694 n=>5

R

! !

e

B

Y

Wik \ B4 SR S0 n = 52

Y

| SRR IR 1 = 91— HERIO00 1 =357

NABRUE
1. BFFERSEURRTSY, ELAL & S 2 At 4,
PSR4 HPMS/PMDD L (B 528

[RISGAE ), WX e 2E A i L

2. WFSAFAERELARTS T S I PR35 B (R
ZHYIRHRBE TS P IR LARA) HPA BIIE
T — BRBEKF 5

3. B BURSERE, PR faE
FREARS,

HAARE, NWEEFSPMS/PMDD JEF

A B e P

T SCRRAR 3 ANk i A 4]

R1 MATHTHARPEXRERGC2H)

) PMS/PMDD #i#E Xt RZIREAE & B Bl =X . Cohen’s d N )
e 2

W kmmermey) ) et U Gk ERER
Houetal.  n=32 n=36 WE R R WM —0.038  JEgk. FEAMIANENIINIAY K FEL: PMS <X}
(2019) A AR 4F(CAR) sk

2247+22 22.28 +£2.43

Beddigetal. n=61 n=61 MR Y REE KK 0.056  JEZk. PMDD 4 CAR WE(HZER
(2019) Ry 29.4+5.8 Fiy: 295+5.1 J:LLF(CAR)
Huangetal. n=13 n=13 W TR WM —0.066 LR FEIAKWIANGN I K L. PMS <Xt
(2015) AERY AR T4, JEE

26.30 £ 6.20 26.30 + 6.20

Fleischman n =63 n =64 1ML 7 S e ES ]
ctal. (2014) 4£i% . AR 4
34.02 +7.43 3429 £8.3
Segebladh  n=26 n=30 MR TR R
etal. (2013) 4F{k: 37.8+6.9 fFit: 37662 |4
Matsumoto  n =11 n=18 MR R R
etal. 2012) 4RE§Y: 29.0 £2.7 4FifE: 29.1+2.1 43
Klatzkin n=27 n=27 MR SRR M
etal. (2010) 4E{# . AR . s
32.43 £2.34 34.28 +2.34
0da (2007) n=7 n=1 W R T
21.56 £4.15 20.86 = 3.41
Inoueetal. n=15 n=9 L78 Rz Ji pie S
(2007) A ARG s

24.98 +£5.57 23.7+£5.6

—0.121  TSST Hkiil: B UAHIFIGH T () B BT -

PMS <X} B 2

0.002 K4k, {YfE MRMD ZErh, &R % m

BT /N T G A s 2

0.003  JE£k. TEAEATEIB, PMDD ZANX IR ZH iy

BT 3 2 S

—0.025 gk FEARMTEYBL, PMS LIRS ALY

JBR I K V- 35 T S 3 2% S

—0.094  JLZk. AR EF D, UEEAMARLR
Z v, PMDD Zet: A A5 [ AE PMDD &

TR Y Bz o A v i
/ k. REMN

—0.091  AJFHYHESS . WL I B BRI X T 1 2%

ZE5

—0.024  Hk. EATAIBY B, PMS/PMDD 41 F1%f i

Y B TR 3 3 22 5
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gx
»  PMS/PMDD Z1FE XTHAZIHAR ) BOmmEN )50 - Cohen’sd —
O kmmes) ey s TR QR ERHR
Girdleretal. n=25 n=42 MR FimE e —0.02  JLEk .2 A4S A &R Br, PMDD 41 F1XT R4 Y
(2007) RS A 4 B TR K- X5 G B 3 2

32.92 £ 1.85 34.71 + 1.44
—0.226  TSST &M RPki%: 2 A &ME, TRFE

225 (9A A2 i i) PMDD P75
i B AN B TR ZS T A A L

LM A BEL T F8 8K
Nybergetal. n=14 n=12 MR R BimE BRI 0.295  JLZk. YEAEATHY B, PMS 41FG IRZLY K2
(2005) R 35113 4FI%: 29916 4% TR T s
Lombardi ~ n=20 n=20 MR BilsE BRI 0.055  BLER. TE{EATBy B, PMS 1A% IRALMY K
ctal. (2004) 4E{h: 252+3.2 4FfY: 26228 | TR T 2
Rocaetal. n=6 n=38 MR BTl e / Hik: KEH
(2003) APl : 377+ 1.6 FFlE: 3418 o
1512 BB HUAT S5 . BRI A B BTRE : PMS < X
JiERAE
Girdler etal. 7 =28 n=28 MR e el 0435 JZk. T REAERL, 2 AL,
(2003) A AR LR PMDD < %} B
33.96 £ 1.57 3316+ 1.6
/ WUFSOEEAR . A ERM R AR

SR J RSN ; PMDD £ e A J
JORTE BN L BRI IR B, T AR 2 D TG 22 e

Straneva n=27 n=27 MR emE el —0.637 ez 2 S A LAY K BT /KF : PMDD
etal. (2002) 4R§Y: 33.8+£5.5 it 33.2+65 4% < XFHRL
—0.654 i HEACR IR . 2 AN SR K TR
/K. PMDD < X} R4
Girdleretal. n =24 n=12 MR TR M 0749 3Lk . MUK FRY: PMDD < % R4
(2001) Pl : 335+ L3 4FlE: 32+19 4%
—0.749  WPF 5.0 FIAAR BRI 2 R : PMDD
< X4
Rasgonetal. n=35 n=>5 MR BRRE e 0.477  JLZR. BRI R FEEE . PMS > XTHR4L
(2000) Fh: 2420 APl 2744 o
Paryetal.  n=15 n=15 MR FREE e —0.139  JELR. 2L B TR W I ) 7 5
(2000) W 3641 AR 372+58 - A L B 9 )
/ MR 25 : PMDD 78 5 {4 11 Ji2 o e 1) i e
LAY B T L %o 2 B 2 /N
Steineretal. n=9 n=9 Mk R e el —0.114  JeZk . ZEARfTRY B, PMDD 411X HRAL Y
(1999) FWY: 3636 At 387+45 RO T R
Woods etal.  n =21 n=26 PR K BEEE  2eYl 0.084  JLZR. YEAE{ATFY B, PMS 41FIG HRZLAY 2
(1998a) A 3651 AEHE: 3651 [ TR T T 2
Woods etal.  n =20 n=26 PRI Bl S5 0.097  BLZk. FEATATRY B, PMS 4RI ALY B2
(1998b) i 36 fFlie: 36 LK TP T 0 5
Girdleretal. n =12 n=12 MW BRmE e —0.847  JeZk. 2 AN A LRI FEE: PMDD < X
(1998) Fiy: 34.8 AERY . 3301 S S JiHi: |

—0.847 PP H.OBEIEAR 2 A H LRI R PR
PMDD < X Hf £




56 ik E A AT A AR MR HPA BhIIRERIE . —IRIE T B R BEOK S B O A A 993
gk
..  PMS/PMDD 4ikf XIHRAFEAG S pBiisliig )y Cohen’sd —
O kmmes) ey s TR QR HRAR
Blochetal. n=10 n=10 MR FimE B 0175 JLER. FEARATRYBt, PMS 41 HIX) HR4H 1 B
(1998) AW 38453 i 30655 | SR KT 00 8 35 2% 57
Woods etal. n=10 n=11 PR K BTEE  2eul 0129 JLZR. FEAE{ATRY B, PMS 4LRG IRALAY K2
(1997) AERY: 40 AERE 40 R JO B K - 1) G k24
Suetal. n=10 n=10 MR Bl SEUH 0121 HhZk. ¥KHINY Y FEE . PMDD < XfIR4
(1997) e 351456 4Rl 30849 s
Bancroft n=17 n=14 Mk R peme el —0.613  Jezk. 2 A H &M K BTRE: PMS < Xf
ctal. (1995) 4Ei#f. 352+£5.9 4Fi: 31,079 |4 K|
Parryetal.  n=20 n=11 VR R ST & / HLy . SEIINAN L, LLPDD 21 76 # /K1Y
(1994) Ml 36+ 1.5 AFEE: 36209y |- B B B X B LU B SR
K 2 5
/ JGIT . TEARATIY B, WL Y B K T2
TREES
Facchinetti  n =28 n=14 MR RE BRU —0.454 L2k fE{TATR B, PMS LA LAY e
etal. (1994) 4. 353 Ay 303 s SRR T B 2 5
Rabinetal. n=7 n=71 MR R EE e —0.966  FELk. 2 A LMK KRB PMS < X
(1990) MR 345 AFIS: 326 T ki
Mortola  n=16 n=16 MW RS S5 0.610 Jkgh. 2 A S JHMINY K RRE: PMS < X
etal. (1989) 4E#y. 21~36 4% 21~36 i IR
Watts etal.  n =35 n=11 MR R BimE RR —1.219 sk, WARHIR R BTEE . PMT > XFHR4]
(1985) Fiy . 35 Fik. 32 SR
Varmaetal. n=25 n=10 MR R il Bk —0.043  BEZR. EfTATKYBL, PMS 41N B4 K2
(1984) AW 29.5 AERY . 28.6 s FTRE K2 T 3 25 v ST AR I,

12 BIEEEE PMS B P A 6 BRI BN
B A Bz

#:: PMS: premenstrual syndrome, ZHi#%:41iF; PMDD: premenstrual dysphoric disorder, ZRij.0058R K& ; MRMD:
menstrually related mood disorder, H Z2HH 515 45 Fiftt; LLPDD: late luteal phase dysphoric disorder, 1AMl JEEEfY; PMT:
premenstrual tension, ZHTE5K; n: FEASTE; CAR: cortisol-awakening response, 7 J5 B 52 B 521 -

fift S Z WAL AR ST, it RSN R,
MG IFARE, TG T34 6 5300 = 94 A B ik
TR ICE 4, 2021),
2.5 HitAE

K HIFRHAE R 4.1.1 A9 “meta” Fl“metafor” ¢
JPAHEAT IR

K O KB R 1P 40 T A K B0 B 5 1) ) 5 I
Mo O 18 & FORTIE Z A7 76 S b P ik
FEZ I T ZEAE AR TS 22 BT T He i, P o< 25%
FKUMESFE, P = 75%% 91 5 5 M (Huedo-
Medina et al., 2006),

X481 45 R AT UM A, T s STt
55980 ([ 2 /WL ) R HE B 2 R o g s R CF RS

5 BMEE N R IR A5 R i ARk, LI
AR E M. R EIER Egger £ H1H
6z 565 T 4 A 1 SCHR 2 AT AE & R AR a7 o

3 &R

W1 TR, RS 32 1A br v i SCik gk
PATEHHT, Hd, 29 WY LKA 3 R
FELR B TOL ), 10 5w L ERBE Pk R A 5T (3
A% 22 s PO T 2R 0 G 25 W0V R R
31 EHEEIE
3.1.1 EZMRNEFHERESE

FE LA L0 Hr T PMS/PMDD 4 P F1
TE 2 M AE BRSO P BRI B R S R 25
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W4k Cohen’s d SH—0.14, SUMAELE p 154 0.02,
95% M B 15 X 0] &y [-0.25, —0.02] . X Ui W
PMS/PMDD P4 75 36 2 A 53 1) ¥5 (A 0 Bz o %
i R T L
312 EZMRANINEHERESE

FEHLSOR AR 04T T PMS/PMDD 2 M Fi
T 2 M AR BE LI S v O I 00 R T e Y 225 5
W Cohen’s d SH—0.13, WAMA&LE p M 0.10,
95% I & 5 X [ N [-0.29, 0.03]. XUiH] PMS/
PMDD 4 I 2o M AE LA 52 v O vt 191 iz o
EEEAFERELER,
3.1.3  IREEk KA 5T B0 B HA R R EE R AL

BEMLE R AR 434 T PMS/PMDD 2 Al
T A PR PR P SRAVE 5 b o AR R R A 2
5, BRI Cohen’s d }1—0.48, XU p (N
0.001, 95%I1 & {5 X [ 24 [-0.77, —0.18], X uiH
PMS/PMDD 2 M 7£ F8 5% Bk B 52 1% B A 40 iz ot
O AT
3.1.4  IREEHRERFR 5T AU IR A A K SR EE R L

BEHLSL R AR 04T T PMS/PMDD 4 M3
T L P T PR P RRAE 5 b O A e R R 25
5, (W Cohen’s d H—0.25, BN p {HH
0.07, 95% M & {7 X i) Jy [-0.51, 0.02]. X Ui B
PMS/PMDD % 4 135 38 4 4 78 P15 35 Pk SR AT 5% v

O I ST AN AE 3 25 57
32 RAMKIE

W EER T 5T 0 B AR A B TR i . BRI
B B TR0 R B A i . AR B BRAE 9 0 B AR A
T B £ R A 35 B SRATE 9 %) B9 96 30 7 IO e X
AALERAS BT R R . 2SR ER, 0 KR
YR, BRIFEH AT 5% A0 75 7R 300 Bz R e 22 5
(PP = 27%)Z ANl 3 AL RAS R P E/NT 25%,
b % IR TE DTy i
3.3 AN

REFS TR SRR SRR, EhE
Kiesner F1 Granger (2016)F) %5 %5 RIE Bl L 3%,
K FH BE ML AR R 347 0 40 A M, % 2 J B )
L =W 131 = N T I A P ) T 3G
ANy g, LUK PMS/PMDD 4 FE 7S & Fl kit 4F
% 33 T A T B A b A X S 2R T o ) B AR B SR
it 2 S 3 — &4 SR A o kS B R T VR (4 28 AR 1
ZER LR 2),
331 HERENZEARX

3 i gz B iy S AR A R s d (MR
W) = —0.05; d (fL#K) = —0.22; d (JR#) = 0.10, 3
R L 8 5 B A3 58 PRI = 0%; I (I
W) = 31%; PORI) = 0%, 21 18] SRR 56207 3 Fl
T AN A R, Op = 2.81, p = 0.25,

®2 FANEERIEESTGOEETE)

[ S5 14 43 17 A e 95% B 51X Ja] XA 45 36

PR B3/ VA = % N
Os af P Al TR R P
MR Y 4 -0.05 -0.28 0.18 0.66
B = 2.81 2 025 I 22 -0.22 -0.39 -0.04 0.02
PR 3 0.10 -0.27 0.47 0.23
L 15 -0.06 -0.21 0.08 0.39
T 3 0.02 -0.28 0.33 0.89
B BRI E 10.73 4 0.03 - 2 —0.44 -1.22 0.34 0.27
PN 7 -0.52 -0.87 -0.18 0.003
ARk 2 0.41 -0.13 0.96 0.141
T 4 -0.05 -0.33 0.24 0.76
HiIX 0.57 2 0.75 LYl 7 -0.18 -0.50 0.13 0.26
EM 18 -0.16 -0.34 0.01 0.07
_— " 1 o2 PMS 19 -0.06 -0.21 0.09 0.21
PMDD 11 -0.25 -0.42 -0.07 0.47

T o B D B I e 2 SR D SR Hp 0 B e ) SR BRI AE AR L AR ER b, T R  AE — K P A AN B IR A
B IRAE P8 A5 BT, 44 Inoue et al. (2007)¥§ 43> PMS 4151 PMDD 2H i 5%
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AR IR B Iy 2T BRI AT 1Y A B R
P B G i S R E
3.3.2 RREZN= A E

5 R o I 22 B () B RO A ke d (1
F) = —0.06; d (F7) = 0.02; d (B ) = —0.44;
d (&K)=-0.52; d (RULH) = 0.41, 41N 5 Tt 4
FIR P(EAF) = 0%:; P(F4F) = 0%; P 1) = 44%;
P(&K) = 34%; PORUEI) = 0%, 41 18] 5 v A 16
FHH 5 Fifr Bz T B Sk B () PR RO A AR D E R
05 =10.73, p = 0.03, IXHE/R H RN st i) Xof 32k
TR A e A R e 3 AP 0 3 TR VR A
333 HK

X AU 4 08 - d () = —0.05; d (FR
) =-0.18; d (3EM) = —0.16., £H N T2 51 K
POEM) = 0%; PERN) = 48%; (M) =22%., 4
V] S5 S M A 36 22 ] 3 A Oy = N i N A A
Z5, 05=0.57, p=0.75, X$EmH XK FLLBF5E
) A B R O e T W R A
334 iSHTEER

LW AN &N . d (PMS) = —0.06;
d (PMDD) = —0.25. 417 FtE5r 51k P (PMS) =
20%; I* (PMDD) = 0%., #H ] 57 J5 1A 56 2 1 4 o
MR AR EER, 03 =242, p =
0.12, X 7R 12 Wi 28 70 5% 3 28 A 5T B9 B 1R 40 1 o
P O AR .
3.3.5 PMS/PMDD A AKX T Fk

PMS/PMDD 4l # 7 2t Fl g 3 T 1 4 1% Ry i
SRRVPEAT AR, VRN E T B A Z A RE ALK
N AR R AT SE RN 4387 . PMS/PMDD 41 KA &
(b = 0.0008, SE = 0.0035, p = 0.82) 181zt F 1 4F
# (b =-0.01, SE = 0.01, p = 0.24)[4 [l 14 ZF A
e
34 RFRREEWRE

T 2 R R AR A 38 22 BN L), GhE R
HARAER 2 25T S B 0 e 2e A7 23 A $ A0
Fr, WIGLEA T/ AT JE R RAM AT, RZWA LR
TR AP (Rogers et al., 2005), ARk A= b i U =} &,
WL HN W AN AEAE R TR

iE—25 >R F Egger £ Wl K50 R 46 50 & 3=
TR, W Bgger £ MK Y 1 JH 7 R R HE
AR 0, JUAEAE K 3w 22 1Y 7T RE T /)N (Egger
etal., 1997), ABFRFWHEEE 0.21, p=0.39, Ui
WIRAAE R R Am e o

3.5 HBMESH

AH BT A AR, AL AR A B AT A
PSS MW 4, BLo] LLRIE %[BT 8 AR 5T (8]
PR AR O, BN ITAL R 25, ARk B R ALK
NS R AT TC o0 B F S R . TRl A, ORIt
RS RN [ 5 B AR Y 5 R IR, 4 N B 1
P I R A B S ek A

HEBR AL S AR s . B4 DI 5 JS, PMS/
PMDD 2 13 58 2o M AE SR LR o R 1
JFi 5 22 5+ (Cohen’s d = —0.16, 95% CI [-0.31, 0.00],
p = 0.05)5HEBRATIC I i 22 5=, DIyt 0 1) B o
5 (Cohen’s d = —0.11, 95% CI [-0.29, 0.06], p =
020 S5HEbRAT B £ 5, B p {[EEK; PMS/
PMDD M 138 58 Lo M A PR B Bk SR 55 o 2 A
I Fz B s 2% S (Cohen’s d = —0.56, 95% CI [-0.91,
=0.20], p = 0.002) L HEBR AT Sy hn, DPt i iy f
il 2% 5 (Cohen’s d = —0.28, 95% CI [-0.64, 0.08],
p=0.13)5HepRAT I 25 5, H p [AE K,

4 itig

R R G H LT AR T PMS/PMDD
5 HPA B3 RETE b5 K BT BE K - 2 1] 56 R W AIFAR
FESLERE ST, PMS 2 MBI 11 p o e 2 ek B
FRT Y v, A2 3 M o P e st ) A
FEHT; PMS 2 O 9 0 19 Je o W 7% 12 45 3503 £
TR PRI R 25 R, PMS &
P A HA A p o P o I T Lo, (R
W R R S it SR L R R

ZERTIAER G AR Sy —Fh R Bk 1) 00 SR DGR,
LT AR 2T M BE 2RI K, X —FasE
BRI G S W h —Fh 2PN, 28 AN AT
IRPEBET W Lo tE 2y 30 48, X — KBS el
— Al PR R . PRSP R ST RN S LR 5 40 B R
% PMS HEPIF SN HPA Rl s sk, b
PMS f SEALHI PR AL T IR AR HLE

oK H AP A2, 185 Kiesner F1 Granger
(2016)— 2, A I BT bR A FF IR IR AL T PMS/
PMDD 7 HPA fili i fb 1) #5223 )R 4§ Kiesner
F1 Granger XTH H1E A [7]— 5256 = A5 (Girdler
et al., 2001, 2003)38/R T Xt HEA [ E f 57 Pk Fn i
WFSE TUA RN B PR, ASBIF 5 388 3 280 da 11 1155
G I HERR T XA o 1 76 35T, Kiesner
FI Granger WREL B B AN [EIWFST A B 7 Ji5 19 25
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W, EMEEM S E TR B R, A6
SN E AR R T 5EAMER WLtk
ARFFERT T AT A 52455 5 Kiesner F Granger
MIEEIe—3, AL BN /7= . PMS/PMDD
FEABE S W 28 B Y 98 55 1, R 30 1 I 1 1Y)
N 5 I B X T 5 235 R B2

4.1 PMS ZHEZLKSHERE REBER

ZE T SRS RAE g — bR R R H A
KA, MR A 2 AN BEAR AT Hb B X, R 3
AR, NEMEY B ERY], BreiHHEE
1 PR R 2 S R A B W R G AR, TG
HARILAE HPA %l |- (Heim et al., 2001), 184 N #4
FR R T RN ARSI 2 R B HPA Hi R 40
BB, 15 B HPA 05 S2 e 77 iR A9 4 s I 1
(Lindley et al., 2004; Young & Breslau, 2004). fij 7
O WA V85 A AT s 3 15 5 75 5K 1 52 g 5 T
25 I BEAE FH (Fries et al., 2009), X 1 I ) % 5t
i SS2 7 AN J2 2 S B0 IR AR S R 1) R 17 e 55
PEHG N . X 7T BEJE 28 BT LR -5 AE 77 26 B9 BRAIL A

JCO T R, SXF R Lo AR, PMS Lot
FIN LR T Y R A S ARl . X SEHFH
BE— A WRAT I, B HPA % 2l R 2 5 i g
UM SRR T WL RN & Jié 1Y) 5 2 Rl ¥ (Ehlert et al.,
2001), ik, FRATIN IR Bl A FELOIRAS K B i
WA U R 2, AT RETE PMS 19 & &8 i &
K2 o H 2 22 i HAE PMS TR S K iy
YER, 55 AR FEATRIBEE N B 5T, ke e
IR 1Y) B L AR A B o S R A5 TT LA PMS
B &

FELE M Y 5y — A E B R IR A 2 D
PMS P EELORTS AR B BB R a5 /s, R
BRI ORI 0 22 7 W N ], HER I
WK o ZE AL, Hou %5 A (2019)f8 ]
CAR fEN# D 5T RO RS AR IR, &K
PMS  ZH 2 P 75 ¥ (A 300 70 B 960 300 12 3 B R B Y
CAR {3, XU, HLORA F 2 Rk i x5t 4
B AS 338 R R 0T I TS, DA R sk A B
TG BRI, T 2225 32 3R BT A A2 IR
AR SR, IR A R TEATR S, 2
FEIALL . AL TR, B4
DIl RRARRE — PR BT R, T PMS L
HPA YRI5, I, Klaassens 56 A (2009)% #H,
A AN s L A L, RS A B AR A7 0 A

15 0 L P R B AR B ) HPA B ol o R SRWF 55
IZAE TR R 5 AR sl | By, JF Halad
A THT ) 17 25 7 e T ISk 26 7] R TRV R 3R 1 B2l

B 5T B 0 2 B (R) A AE R T AR, X BOR T
HPA %l 45 % 75 2 (Young et al., 2001), A HHFFE
FEVE T 53 A7 B IO K B[R] 2580 107 A0 A5 58 T i o F
IR W 0 Bz e &2y SRR . 7RSS
RILZFFHR T, H IR BN K& B =R A
A - B PR VB B Jo st s O T R 248 2R 3k ol 1 T
RESZ I, MV R7 O 2R AR AR AR A M 5 45 SR T &
PE, A B %S HPA S s s bR iR 1
A, VRS AR A (1 107 ORI 5 i 6% 13 0 5 B = B
MTAEV 308 5 (PO K B PR A, A
Bl 52 SR AR W T SN I BT, AR — AR A A
FUIRWIAT I RITCGEHEM 47, 2014),
4.2 PMS IR E B K7 5% AR B R EZRE AR

PMS L VEAE R ) 254 T 04 A 43 0l D) RRAR 2
HHEELORE R B, BRI B Bk
R, BT AT RN R, FEERET
1) HPA BB AR IR T ph 22 4= ) R G b TR I3
POE FEON AR, MAEPRFR T HPA
AR A ) P I T B A B R GE X TS SR 0 R
AR )V BE 71 (Young & Breslau, 2004), X5 £ %L
EOBIR R, e . RAERPEZDT
PTSD % 7F Rk AR B Pk kA o2 rh AR 3 W 1L AR 4l
1) HPA il 52 7, 17 U JHE S o5 A JE e N A 5 Bk
ST R 2 B L 3 BE VR BR 1 HPA Bl 52 iz, iX 2 W],
JEARIBN S HPA Bl 15 59 197 ) AR ], Rtk
ARG P U E RIS HPA Bl sl

SR A 5 W AR SE (major depressive disorder,
MDD) A 52 201 A 15 1L B AR R PR T — 2
9 HPA % sh =X . S0ARGE R IE K B, 55 fd e
AHH, MDD 35 AfF7EREE R CAR (Huber et al.,
2006), fHFEZ LK% TSST L5 G RAMH TN
IGERAY HPA #7538 (Chopra et al., 2009), HT
PMS/PMDD #l MDD f77E & 395 1 (Strine et al.,
2005) . #B4> B ) 22 BUAE IR (American Psychiatric
Association, 2013) L4 B 322 % XU K 7 (Bertone-
Johnson et al., 2014; Cheng et al., 2013; Wu et al.,
2016), W2 W58 A 518 PMS/PMDD & MDD 1
i ek N L N TR B 157 X 5 e e AN
PMS/PMDD Jij # & {437 T MDD 5244, il 4n,
Hou 1 Zhou (202 1) F-E PR AFFAE 8 FH V75 &) 1 73
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#r(latent profile analysis, LPA)¥f PMS 1 MDD [X.
G AT SR B 45 3 v, PMS 3 A% MDD IR
FETE LA 5 BB PR S 5 v 1) HPA %l 2% 98 7 1) £
1EESE, #—L Uil T PMS 5 MDD %R HL 77
EZES, NCYJE TAE RIS,

JLAr TSR R, SXT A L AT,
PMS L P Xof P 455 Bk % 174 8 A S0 R Joi e Sz o R 4l
TEONYE N TE A 22 S . SRR PRI A A5 2R 5 Bk
PR, FEARIE PMS Lo PERE IR R B ™ Y
B, ATRESN PMS LML T -G,
TEE LA 5 N X R R o

BEAh, BRAE BN (20200 K, LUITE PMS &
£ HPA I RE R BF R AEEAR — BN R, &
BN E IR IR, BEDRAEZESR . A
Wt — 25 X X Se 5% 09 R ST UR AT 4 5, ok
A 3B R T IR LG 3 TR TR, AR IR R ) TR 2
FERTEE R RE A o B 25 L (D0 I £ RR BT I 1)
T, Lo G EEINNRIRES 509 A8
JERE R FRERZWARIES 5 0.0 8K
U, PMS 2 PEHR 2 B Y RR R 1) 9 A 300 B Jo e B
IRE . TRV 25 S (O R 2% R BT I 2) 3R B, X &
TTRHATH TG, PMS 2 Y B Jot st s o R i 3%
AT, XPIERM, PMS 2w I 235 Pk AR
Bz BTEE R N R B EE 2 5 A & AW ¢, AR
SRS FTENINNE RS 5B A
25 R

5 RIRERE

ARG B4 SR AR s LSRR T R B A
P KOE, BB M T RHS 4 g R 1 2
TR I, (RS T4 R . ROk
8] L2 B AL G B RS AK S 2 A S8, g (E
a2 AR R USRS HPA Sl feiE Ay
MHALSE, MEFE ERESE . RS LRE
bt E iR

AT 7 0 0 A 2 2 P DL RGES  ik  ad T A
T8 TC AR HUA S8R, ASHIE T vh BREE B AR 5E 40
ATCH T SCER B AR B/ o B 1% 40 R P S
TEAIF S 22 010, AR B T 43 W il LAY A 22
B SR BIF 5T RN SRAR i, AT ER A B ) RS
T PMS 271 HPA #iZh g 3 .

A GEHE T B R RE K- % 280015 5] T PMS
2 PEAE FE LIRS R I PR 5% Dk A% B 1) HPA il 4k

SR, AH I HE, SR SR A ST AT LA ST R 3B T R
3 IS PIGE N AS B 51 & A S8, TR R
A R FH O B 0040 DA B =17 R I BE4S B (cognitive-
behavioral stress management) . & AR BAL . ILPFCHE |
C AR SR B W 01T WAL Skt ey W =i - L
RN, I H K AR Re R 2L AR K 9 B (W] (Heinrichs
et al., 2003; Khalfa et al., 2003; Hammerfald et al.,
2006), X Ak T TR A0S g A o B 40 Bl 2
FHefii

Bt RORMABRRATRFIHAAT HMTF
BB AT AT o AU B ST

£ % 3Lk
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HPA axis dysfunction in women with premenstrual syndrome:
A meta-analysis based on cortisol levels

ZHANG Ting', ZHANG Kelin', ZHOU Renlai'”
(" Department of Psychology, Nanjing University, Nanjing 210023, China)

(* State Key Laboratory of Media Convergence Production Technology and Systems, Beijing 100803, China)
Abstract: HPA axis (Hypothalamic-Pituitary-Adrenal, HPA) dysfunction determines the formation or
deterioration of stress-related emotional disorders. In order to provide a more comprehensive understanding
of the pathological mechanisms of PMS, we relied on two types of the activity patterns of HPA axis, namely
activity patterns at the baseline level and activity patterns after experimental manipulations on stress levels.
The current meta-analysis study included 32 studies (total sample size N = 1280) from 1990 to 2021. We
found that the cortisol of PMS individuals in the luteal phase was significantly lower than that of the
controls at the baseline level. This effect was moderated by the time of cortisol measurement. At follicular
stage, there was no significant difference in cortisol content between PMS women and controls. Similarly, in
the experimental studies manipulating stress levels, the cortisol content of PMS women in the luteal phase
was significantly lower than that of the controls, but the two groups did not differ in the cortisol content of
the follicular phase. The findings suggested that the persistent changes of the HPA axis and blunted
reactivity of HPA axis to pressure might be pathological mechanisms of PMS. Future research should focus
on stress regulation strategies to improve PMS.

Keywords: premenstrual syndrome, cortisol, hypothalamic-pituitary-adrenal, HPA, meta-analysis
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