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Lotk F 2 A2 A BEAH BB KRR D PR IR 1 A AR AE, X SR S 8 2
PG B o fg B RV A% (Halbreich et al., 2003). EAASERAHG: OEARL, Wnmas.
IR TR R DR PR A% SR, R, AU H AR
TN B R R AR DA S BERR AN S AR I A MR (Hartlage et al., 2012). X
BERERAL B — @ P EAREN, S FBERTIHLEA1E (Premenstrual Syndrome, PMS; Yonkers
et al., 2008) BH 5 Y X——Z {0 BE A R 55 (Premenstrual Dysphoric Disorder, PMDD;
Lustyk et al., 2009).

TrIRAE 2 O E N PMS AT A IR FE AL, PMS HIAOREN 25~40% (FHE, 7r
3%, 2019), PMDD HIREFEN 2.1% (Qiao et al., 2012), R Lt B A7 52 iAW EL B8 B H0AK
BEAS RS (Stoddard et al., 2006). & 1 7E LA ER AW %4, PMS/PMDD Rt 5
TE A B I, R EHARAE (Bloch et al., 2005). EEHHIAL (Freeman et al.,
2004). FEEHIARAE (Halbreich & Endicott, 1985; Pearlstein et al., 1990) Fl1£:fESE (Fava et al.,
1992). EAUEHEEK B, PMS/PMDD A] LA ) T 2 P AR SR AR E & /E (Hartlage et al.,
2001).

ESR PMS/PMDD s IR i ANTEAE, (HBFFLRIT, 3X W] g MR IE & 1R B K-
) SN 2 B 45 5 (Rubinow & Schmidt, 2006) . Bt4h, #7030 EHBF R WA EHLE T ©
- AR -E L R% (Hypothalamic - Pituitary - Adrenal, HPA) [ 5o P4 A1 5 FI/EF . HPA
R AMAN T BUR WA N P I R G, JPTRE 2 HPA RS J5 0 W i) 2 sl B2 R
o2 St HPA HiDhRE) F 2 A YTabs GRHEME 45, 2014). & RO & HPA BhI)BE M FE bR
B0 B R B A KT B AR L B R 2R R AR . R BRE H R4S (Zorn et al,
2017), AT HB 4> B 50 AL W B L oy WA ) R R RE KPR, MR T 2 H Y BIRER
(Noradrenaline, NE). {2 R i & (Adrenocorticotrophic hormone, ACTH) %51t f& /143
W) o

SNASH HPA Fill SN A A G LY K, SR BIA T I 77 A R JoR I 7 ST F) R -
TR, BB TAMERTE S R IR BT K . A, HPA R B8 R R RE 219 kst 6
(R RBURYE, HPA RIS ) I FEBA 78 0 0, I B o 4 it iR i e ey G
BHEAL, FRERECR AL, I T RebE S BRI RS K . (McEwen, 2004), 25K
b, EEERESPIRE T HPA fl 1) T &8 SR 2 i AR 6 1 45 B 5 s AL ) w52 TR
#  (Herane Vives et al., 2015) . HPA HiZhge R A R DL EFEIE  (Steudte et al., 2011;
Klumbies et al., 2014) . 1 4E (Gerber et al., 2013; Karling et al., 2016) . 617 J5 N ¥ & 5
(Wingenfeld & Wolf, 2015) %5 2 Ffi 5 45 [t vh & B o

HATANEI A, RS e Lo B0 B EL A2 B PErR B L (Kessler et al., 1994).



2 AT VRIS E AN AR FEORE R AT REPE R 29 2 B VERI M £ (Regier et al., 1993), #EEIFiPEZ
T3 )G 51 R 5 P L P Rt B I A%E - (Breslau, 2009; Kessler et al., 1995), B fsf —
AN AR a4 Dt A Wt (Luxton et al., 2010). % FEE] HPA #ii5 H 4 A% Y)
AHSE N K- T2 44 - 5P 84 (Hypothalamic - Pituitary -Ovary, HPO) 7 fif 1] 27 5 8 Al 4= B i
FAHEREM, 2o HPA il T A8 2% A T e A2 15k 26 B G 7 55 PR A Lot v AR AE 22 S I SR TR 22
—. HPO Hh7r WA PEBCR BE 1T HPA Bl 0% 5 S 5t (Conrad et al., 2004), %1, R
RAEMEHEE IR B R 45 4 BREEEH (Corticoid binding globulin, CBG) K&k, 1 CBG fE
G54 90% KT R R EE (Siiteri et al., 1981). KL T E IR RAENIEE S, MEBR
HREZIE HPA Bl (3005 A1 S i (Kirschbaum et al., 1999; Kumsta et al., 2007). i HPA 475 5
BRI HPO R R0, B, A HPA #iiSE 25 7 )3 s o ar s iR R R
(Luteinizing hormone, LH) (#4142 (Kerdelhué et al., 2002). 5 PMS Z )43 HPO
HEFN RIS HPA BRI R R, X IERH 4 PMS L VLK) HPA D) ie R I A HAh 4
PN 4 A it .

PMS Z () HPA B Dh e R R CEAEIRIRIT AP EsE, HILA KT PMS &
P£ HPA HiDhfg &k P LA 5 — 845 R (Girdler et al., 2007; Lee et al., 2012;
Huang et al., 2015). &%, EEZ&MT PMS %M HPA SIGEREKMEL A —. Flu,
Parry 55 N (2000) 5527 PMDD 2 P4 148 il 2H Lo 14 75 U SR 0 28 A i 1) — AN .- 3B
30 b i R TR, 25 SRR R AR TE R T K B . (RS A IR 12
Rabin 5 A\ (1990) I FEEN LI, PMS ZoPEff M b I 5 5 Jo B ik FEAR T4 il A 4ok o il
FRIAIT 72 3 K i 6 R i 1) B o B i B2 S B (Cortisol-awakening response, CAR) 1F N 8 %
R HPA HiESIRE R br, KIL PMS H W RIHIREEN CAR WA FIE(H L2 1R
(Beddig et al., 2019; Hou et al., 2019). H. /K, THEREAMH T PMS Z i HPA #iDIaeRZ&S
B L5 — o RO B D VR RE KA A (Y HPA BlE 3, RIORHR 70 i 58 2
K R BL R A 2 N AR (Trier social stress test, TSST)« ¥ WFA1 54T 45 (Huang et al., 2015;
Girdler et al., 1998, 2001), XA 5L R L — BRI, SiEwI4 LA, PMS it
FILHGRATR HPA AT e MR BRI REA KN EEZER (Odaetal. ,2007). K
FIAE BN 3R B0 FEAH XD, Roca 55 A(2003) I FE R ATZ SRR AL, PMS 2ok
TEF AR IAN RE R I IEH (Y HPA fli s B (Il 2% K2 B2 A ACTH ) 3 m, {2 Parry 55 A
(1994)ff Y7 3R KB PMS Lot At HE 41 ) 22 5

Kiesner fll Granger (2016) ££i8 7 38 fio& T PMS oM 5 % A BE /K P11 HPA T
RECTR M SLIO S HE, B M B A RAR RIS 4 RPN R AR, M1
IRAAUEHE B PMS/PMDD e 1 3 It 5 1E 8 Lo P AN A 1) B JoR 8P 35 7K P 22 57 . 4R
ZOO TR ARG T et tr, BRI EWERGE, Tk PMS Lotk j i EEK
FZE R AER G, DA RS0 & R EIEEF . Bk, 028 e i iy



2%, BRI BT € Rk G, ISR I ALRE, A IS PMS L
P T 7 R /KT HPA il 3 B 2 T A4

N5 Kiesner 1 Granger (2016) FIZRIASE RIE LR, AN 7822 Hoor DL 7T 1 5328
Jiae Bk, PMS ZVER) HPA FiThEE S Al Loy = K304y, BRZRIRAE T Ml
SEEPR R T AT G 2490V P A o PR EE B AT 9 08 0 7 SR 06 == h R R B S5 ARG TR ) (B
F A B R TR AN O BRI R TR, ATITSEIL T X PMS/PMDD £ PEAE H 48 Ji A o 1) s )
PR REAT IR, H WA TSST AR5, OHEATS . AT S . % IR (Cold
pressor test, CPT). stroop {7iii{F: 55 (Stroop colour word test, CWT). HLJi i s FE L 45 .
FEEIZ5WVE T I S0 R o8 AL i B8 AR B FC P QTR RO e 0 R, ARHIE 98 I ORE R 2
AR T AR RO FE, (RIS 2508 HTAH SSRIE 76 rb ) 2 2 45 SR AR L R
FFEELR . W, BRI E T TR IR ). PMS/PMDD FEA B AIZ R
BIM N A DAERF 74 A — AT AEJE R (Kiesner & Granger, 2016), 7EASHT 78 a9 A\
WA RIITHER . BB LMEEE W R AR DR EH X A S H 22
FERIFE,  FRATTE 88 T BB A W R 5 i X X B AL 5 RIS AE . Ak, S D
PMS Tt v T A AR 7328, AHIF 70 5 0502 58 28 J v S A AN DI A 45 2R

BT H AR R Te 5%, S EA KT PMS L1t HPA %D 882K 14 1) 5256 6f
FAATEFEI ., AN E, REGHHEE PMS LT R HPA #IhhE 2,
SRS R R AR R AR R, DEABUA I A — B e iR AW A TG

El

2 5%
2.1 XK E

SCHRAS 2R 1 LT ZE 4055 Web of Science, PubMed, PsycINFO = AMN¥E 2,  [A]IN %
SCRRIBIFIR 775 M Google Scholar HEAT SCRAKMA . AR IS ROy 1990 47 1 H 1 H % 2022 4F

8 H31 Ho BETARCH LR iz s, KRIAHEN: (premenstrual syndrome OR
PMS OR premenstrual dysphoric disorder OR PMDD) AND (Hypothalamic—Pituitary—Adrenal

axis OR HPA OR cortisol).
2.2 RN SHERR

SCHRAN AR HERLEE : ()BF A SEIERF 7L, HA S S A A, Hpseitah
PMS/PMDD it (7o fil Fl AR, NS5 PMS/PMDD J& T [RS5EHEE), 1
ML A Lok Q)W FUAFE SR EORAS T I I A PR Ay (B2 DA 58 Hh R B Btk
A5) HPA Bl R AR —— RIS Q)W FUiR s i se %, Lh P %, Atk 22 fnpe
N

SCHRHERR PR AE GG (DESE SR (QSCERNEHA . UM EE, LR, migiesc, W
VRSB A AT L Q)T (AR &R, Ar& Rl scmk: it (s



7 AR WESE) JTIA R R, BRSBTS R KA G —Ti L
EHEHUEORE (R R AEH 5 AR OISR 73 47 P 75 080 ) JEAT Ge vt 43 M 1R SR

SCHRTR B AR T, Y 7E B bR oo 7 B A s PROSPERO _EEAT B0 JC 40 M 7 &
M5 A CRD42022358646.
23V ERERRSSER

WE 1R, SR EATERR . VI, BHARIgIN 4 MB. BRI E (RSUR
— B AEE) KIEANANFERARHES S AT I AL, B SR TT A AT I SOk e,
FREERIE 32 58, BFEARN 1280 N, FTA KK P38 E A 20.86 ~ 38.70 (%),

Bz o R R A SCRR HoAth 77 U35 3R
i n=694 n=>5

I |

n=448

B |

I 3o b RN G

RERTATIEIT sk n =357

ELPN 7
1 B FER SRR 90, HAL 7 S B2 A R, e s
4 PMS/PMDD 4 P (5 7 70 H A AGE , NI %

i) ARG ICHR || %55 PMS/PMDD J& TR &), % BAL KI5 Lot
e n=52 2B FUAFAEIE LR A I sl 2R 53 RIS (2 AA %
BF ST LR AR ) HPA 4 (00 545 br—— S o K 1

3 WFSEIR T B e 4, i P8, bR AR,

B\ 48 Sk P ——
T L iR e =20

P 1 SCRR A B AN R AR A

24 VR SHNRITE

XN TCo BT I FOEAT P A S i, E04E: (1) BRI 7 20 MR R I
TR SR A R R S s () B JREEM R ). bRy R Mo b, 2 RFRUH: QWA
HiX: WM. SEMABRRM: (42258 PMS. PMDD:; It4h, PMS/PMDD 4 FEAS & FIHk
PP NS AT AR R, LHRAIES R, SRR R 1. SCERINESS
BEEARRRIIE. U (EM FESFEARS TR,

AT Cohen’s d £ PMS/PMDD 4 5 %t HE 41 2 S5 (RSB . 15 FF IR 1F R
411 1) “esc” FEFFALITH Cohen’s d o X RUSIHEAT4if%, MHIER d {EXTS PMS/PMDD
ZEUAH L oS HE A B s 0 K2 B R /K -, TSR] o BTS2 PMS/PMDD ZH AR EE X i 2H B AICFD Bz It
WK o IR —TURF 50 15 B 2 P 2T 2 BUASR AT A5 B 2 NN i, 2 RO IR,
B G RWZ (Borenstein, 2009). Kk, XtT 2 &4 BT, W KA R
TIMIRFFEE R, BT 15 A A0 TR A B R AR B B R 7. B, 4% R X
FA RN BURSEARTT, Rt EHAN R, Rz, WREIFREE, B THE %
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R1PNTCOMHIF TR REE 32 /)

WAL PMS/PMDD #H ¥ A& POBCHIER =N FmEEMET L X Cohen’s d FELR
FAEW# (%) MER () & 1] (FERI)
Hou et al. (2019) ZE = 32 ; =36 W YR 7 T T R - 0.038 FELR: FARMHAI IR B i EE: PMS <X} R
W: 224722 W%: 2228 £2.43 4 (CAR) H
Beddig et al. (2019) % = M61 % = A61 Wi 948 5 I T KK 0.056 H4k. PMDD 4 CAR B ZEIR
. 294+5.8 H: 29.5+5.1 E4 (CAR)
Huang et al. (2015) n=13 n=13 W 7% 17 5 T A - 0.066 LR AR IR IAR) B R EE: PMS <X iR
R 26.30£6.20 kb 26.30£6.20 T il
-0.121 TSST Hkik: BEARWIFIOR RN B i BE: PMS
< HE
Fleischman et al. (2014) n=63 n=64 1375 2 5 1 e 0.002 4. NFE MRMD &b, HRER B0 R
FEHS: 34.02+7.43 F¥: 3429+83 eGs A BN T R s Lok
Segebladh et al. (2013) n=26 n=30 I 78 57 J5i KK 0.003 Rtk LEATFIBTEY, PMDD ZH A% HE 2H (1) iz o
Fwe: 37.8+6.9 HEW: 37.6+6.2 s K T 2 2 R
Matsumoto et al. (2012) n=11 n=18 W 5 I S - 0.025 K. (EATATINEL, PMS 4RI R 210 B R
. Fhke: 29.0+2.7 Fle: 29.1£2.1 2R BKERE R EE R
Klatzkin et al. (2010) n=27 n=27 I ¥ 7 J5i e - 0.094 Hek: AR EREE, NEEEMAE LR Lt
. 32.43+£2.34 FiRb: 34.28+2.34 4 t1, PMDD Z: B4 L dE PMDD %P H AR
F R
Oda et al. (2007) n=71 n=7 Wi 948 7 I T R / Rtk REW
Flie: 21.56+4.15 Flie: 20.86 +3.41 T - 0.091 AFFEYHMES: B R RRK TR T 5 3% %
e
Inoue et al. (2007) n=15 n=9 LR R LM - 0.024 sk FEATATHEL, PMS/PMDD 4115 I 41
_ e 24.98 +£5.57 FHe: 23.7+5.6 s (R SR K T T 2 4 B
Girdler et al. (2007) n=25 n=42 10978 57 J5R L - 0.028 H: 2 MHEZM B, PMDD ZH 0% BE 40 1)
EES. 32,92+ 1.85 EHS: 3471+ 1.44 R TR AT T 2 2
- 0226 TSST &k Bhik: 2 MHEM B, LTEEA
MZES; BEHECMEZIIF PMDD LHEEE S
FHANAE J RS T #E B8 v (1 = A0 i AR R )
8%
Nyberg et al. (2005) n=14 n=12 I 9 7 Joi i 0.295 Fed . FEARATHYEL, PMS 4LA0% IR 20 i R i
Fib: 351+13 Tl 299+ 1.6 SR KRS R
Lombardi et al. (2004) n=20 n=20 I3 R T el 0.055 FeLl . EARATRY B, PMS 4RI B8 40 1 Bz i



Roca et al. (2003)

Girdler et al. (2003)

Straneva et al. (2002)

Girdler et al. (2001)

Rasgon et al. (2000)

Parry et al. (2000)

Steiner et al. (1999)
Woods et al. (1998a)
Woods et al. (1998b)

Girdler et al. (1998)

Bloch et al. (1998)

Woods et al. (1997)

FEy: 252+32
n==6
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M /K38 T B 3 22 5

R K2

HPHIAT S BEARIARI R : PMS < Xt HEZH
k. TwERHERSRYE, 22MNA&E4AM,
PMDD < X HE2H

BV S OEEOR: A RER R RAA IR
FRBER B, PMDD 2o 4 78 3 4 B R7 Jo B I B2
ORI R A, xRN 2R

FLk: 2 MAKRE N K FREEKT: PMDD <
X HEH

SR AR 2 A 3 2B HE I B K
PMDD < X} HE2H

LR BRI FEL: PMDD < X HZH

B S OB, BRI RE: PMDD <
xR

LR TAARHARI R EE: PMS > %R

HLL: IR ZH Bl o 1 28] 2k WA PO I ) £E 3 1A 30
EATROR
HER¥<F: PMDD £ B4 ] 5o I RIIA VA )

A J) B R ZH B 2 Nk

F2k: TEARIBY B, PMDD ZH A%} HE 2H 1) 1 o
/K- 3T0 iB 3 2 5

Ferk. FEARATHYEL, PMS 4LAI%G 8 40 1 R i
B /K- 370 16 2 22

R HARATH B, PMS RIS I 4 1 B2 R
TR T4 T 2 2

Lk 2 NASFEMEFE: PMDD < Xt
H

S OHEER: 2 ANHL 0 R E:
PMDD < X} &4

FeL . TEARATHY B, PMS 41 A0t 8 41 1 5 iR
KPR = R

FLL . EARMPBL, PMS 4RI X I8 4H 1 1 5
BT R =R



Su et al. (1997)
Bancroft et al. (1995)

Parry et al. (1994)

Facchinetti et al. (1994)
Rabin et al. (1990)
Mortola et al. (1989)
Watts et al. (1985)

Varma et al. (1984)

n=10
FEWy: 35.1+5.6
n=17
FEwg: 352+59
n=20
FEW: 36+ 1.5

n=28

Fif: 353
n=7

ERb: 345
n=16

fERE: 21-36
n=735

S 35
n=25

F: 295

n=10
FEW: 30.8+4.9
n=14
RS 31.0+7.9
n=11
fEW: 36+0.9

n=14

FwE: 303
n=7

R 32+6
n=16

e 21-36
n=11

Fig: 32
n=10

FRE: 28.6
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el
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- 0.613

—0.454

—0.966

0.610

- 1.219

—0.043

Feek. AR FEE: PMDD < XfI&4H
H2k: 2 MNHAEBMEN R REE: PMS < XfHEZ

k. SUNAALL, LLPDD 2078 5 44 3 iz
JR B AR B R, T BT s AR T 1
K- ZE 5+

HI7: AR BE, WAL R B K 2
EER

FLk. TEATM B, PMS ZH A0 % B8 2 1) 7 J5
LY S B SF R e P

FLl: 2 AN HEBWI R EE: PMS < XfHEZ

FLk: 2 MNHEBIHM R EE: PMS < XfREA
HL: AR R REE: PMT > X4

FL . FEARATHYEL, PMS 4LA0% IR 20 i 5 J
K THEREEZR, SHRAMLL, 124

HJZ PMS SBE A 6 BRI B S AR Y
B

¥£: PMS: premenstrual syndrome, £ i #1254 1iF; PMDD: premenstrual dysphoric disorder, £ A #fl.0r BE AN R[5 1% ; MRMD: menstrually related mood disorder, H 4840 5015 45 15 ;
LLPDD: late luteal phase dysphoric disorder, 3% A {1 £z FEFEHS; PMT: premenstrual tension, £ 17 % 7K; n: #A#E; CAR: cortisol-awakening response, J7 J5i B it BE [ N



25%it 5%

KHAFFIRZA R 4.1.1 1) “meta” 1 “metafor”F2 5 W 3T 00 HT

KH QKB P Gt @ RAT I 7T A e v . Q A S35 R JU R AE AE o 1A
PSRBT 2 (8 17 ZAE a7 2T L], P <25% RV FTE, P>75%KWE 5
M (Huedo-Medina et al., 2006).

XSt ah R AT U A AT, B SR AR ([ i/ BEAL) AHERR R R R
AR BUHZ ) B TR a4 SR AL, DR IG5 R ER et . SRR AR
Egger Z1E 51 VA 56 AT 94 N (1) SCHRZ 75 777 K R A 5«
35K

WmE 1R, BAA 32 RAFGER ST T T, Hor, 29 iR RIL &0t 7T
(Forb 3R BB TR, 10 s KM H T T (A 22 58 RIS 7 BE 4L BT I
ZPAE RN R ) o
3.1 EYRBRIE
3.1.1 EEMRBRAHK AR E

K 2 Frs, BENLRBR BT T PMS/PMDD I 4 4 78 Ji 2 WF % v 4 00 1
RS EMZES, MR Cohen’sd N - 0.14, XKL p H N 0.02, 95% MBS X E N
[-0.25,-0.02]. X UtH] PMS/PMDD Lt 78 3 20 70 10 5 1A U 1 o I 2 i o I T3 0 Lo ek o

Weight Weight cohen'd cohen'd
Study TE SE (common) (random) IV, Fixed + Random, 95% Cl IV, Fixed + Random, 95% CI
Hou, 2019 -0.04 0.2430 5.6% 5.6% -0.04 [-0.51, 0.44]
Beddig, 2019 -0.06 0.1811 10.1% 10.1% -0.06 [-0.41, 0.30]
Huang, 2015 -0.07 0.2358 5.9% 5.9% -0.07 [-0.53, 0.40]
Fleischman, 2014 0.00 0.1775 10.5% 10.5% 0.00 [-0.35, 0.35]
Segebladh, 2013 0.00 0.2679 4.6% 4.6% 0.00 [-0.52, 0.53]
Matsumoto, 2012 -0.02 0.3827 2.3% 2.3% -0.02 [-0.78, 0.73]
Klatzkin, 2010 -0.09 0.2723 4.5% 4.5% -0.09 [-0.63, 0.44]
Inoue, 2007 -0.02 0.4217 1.9% 1.9% -0.02 [-0.85, 0.80]
Girdler, 2007 -0.03 0.2526 5.2% 5.2% -0.03 [-0.52, 0.47]
Nyberg, 2005 0.30 0.3955 2.1% 2.1% 0.30 [-0.48, 1.07] —
Lombardi, 2004 0.05 0.3163 3.3% 3.3% 0.05 [-0.57, 0.67] —
Girdler, 2003 -0.44 0.2704 4.5% 4.5% -0.44 [-0.97, 0.09] —
Straneva, 2002 -0.64 0.2790 4.2% 4.2% -0.64 [-1.18, -0.09] ——]
Girdler, 2001 -0.75 0.3644 2.5% 2.5% -0.75 [-1.46, -0.03] =
Rasgon, 2000 0.48 0.6414 0.8% 0.8% 0.48 [-0.78, 1.73]
Parry, 2000 -0.14 0.3656 2.5% 2.5% -0.14 [-0.86, 0.58]
Steiner, 1999 -0.11 0.4718 1.5% 1.5% -0.11 [-1.04, 0.81]
Woods, 1998a 0.08 0.2935 3.8% 3.8% 0.08 [-0.49, 0.66] —:::
Woods, 1998b 0.10 0.2976 3.7% 3.7% 0.10 [-0.49, 0.68] —]
Girdler, 1998 -0.85 0.4261 1.8% 1.8% -0.85[-1.68, -0.01]
Bloch, 1998 0.18 0.4481 1.6% 1.6% 0.18 [-0.70, 1.05]
Woods, 1997 0.13 0.4374 1.7% 1.7% 0.13[-0.73, 0.99] =
Su, 1997 -0.12 0.4476 1.6% 1.6% -0.12[-1.00, 0.76]
Bancroft, 1995 -0.61 0.3692 2.4% 2.4% -0.61[-1.34, 0.11]
Facchinetti, 1994 -0.45 0.3310 3.0% 3.0% -0.45[-1.10, 0.20] —{
Rabin, 1990 -0.97 0.5648 1.0% 1.0% -0.97 [-2.07, 0.14]
Mortola, 1989 0.61 0.3617 2.5% 2.5% 0.61[-0.10, 1.32] =
Watts, 1985 -1.22 0.3683 2.4% 2.4% -1.22[-1.94, -0.50] —.
Varma, 1984 -0.04 0.3742 2.4% 2.4% -0.04 [-0.78, 0.69]
Total (common effect, 95% CI) 100.0% - -0.14 [-0.25, -0.02] I
Total (random effect, 95% Cl) - 100.0% -0.14 [-0.25, -0.02]
Heterogeneity: Tau® < 0.001; Chi® = 33.96, df = 28 (P = .20); I’ = 18% f T T 1
Test for overall effect (common effect): Z =-2.36 (P =.02) -2 -1 0 1 2

Test for overall effect (random effects): Z = -2.36 (P = .02)

2 FELRAJE I S5 A A B I 22 5 (Cohen’s d)#x#A B



T BEHLARARIE 2-5 2 BIOTRBME R 4.1.1 1 “meta”FE PR, i common effect #5 [H & XU, random effect fi AL o
TE (Estimated treatment effect) $8 {11 {I AL 3 AN AE (Cohen’s d ), SE (Standard error of treatment estimate) & %N AR AR 12 ZE

3.1.2 BEHRISNEE RESE

WK 3 s, BENUESARERL 4T T PMS/PMDD g Rl 4o 1 78 HE 23 F 7 vh 93 30 iz
JREE S EMZE R, MNE Cohen’sd A - 0.13, MUK p (N 0.10, 95%[E(F X A4
[-0.29, 0.03]. IX#iH] PMS/PMDD P HIH i 22 M 75 L 2B 7 b O 60 10T 2 R B 55 B ANA7AE {

N
HER
Weight Weight cohen'd cohen'd
Study TE SE (common) (random) IV, Fixed + Random, 95% CI IV, Fixed + Random, 95% CI
Hou, 2019 -0.10 0.2431 10.9% 10.9% -0.10 [-0.57, 0.38]
Huang, 2015 -0.07 0.2358 11.6% 11.6% -0.07 [-0.53, 0.40]
Matsumoto, 2012 -0.14 0.3831 4.4% 4.4% -0.14 [-0.89, 0.61]
Inoue, 2007 0.05 0.4217 3.6% 3.6% 0.05[-0.78, 0.87]
Girdler, 2007 0.18 0.2531 10.0% 10.0% 0.18 [-0.31, 0.68]
Nyberg, 2005 -0.16 0.3940 41% 41% -0.16 [-0.94, 0.61]
Lombardi, 2004 0.04 0.3163 6.4% 6.4% 0.04 [-0.58, 0.66]
Girdler, 2003 -0.68 0.2749 8.5% 8.5% -0.68 [-1.22, -0.14]
Straneva, 2002 -0.44 0.2754 8.5% 8.5% -0.44 [-0.98, 0.10]
Rasgon, 2000 0.06 0.6326 1.6% 1.6% 0.06 [-1.18, 1.30]
Parry, 2000 0.10 0.3654 4.8% 4.8% 0.10 [-0.62, 0.81]
Steiner, 1999 0.18 0.4723 2.9% 2.9% 0.18 [-0.75, 1.11]
Woods, 1998b 0.03 0.2974 7.3% 7.3% 0.03 [-0.55, 0.62]
Girdler, 1998 -0.85 0.4261 3.5% 3.5% -0.85[-1.68, -0.01]
Bloch, 1998 0.09 0.4474 3.2% 3.2% 0.09 [-0.79, 0.96]
Woods, 1997 0.18 0.4379 3.4% 3.4% 0.18 [-0.67, 1.04]
Su, 1997 0.00 0.4472 3.2% 3.2% 0.00 [-0.88, 0.88]
Rabin, 1990 -0.96 0.5647 2.0% 2.0% -0.96 [-2.07, 0.14]
Total (common effect, 95% CI) 100.0% - -0.13 [-0.29, 0.03]
Total (random effect, 95% CI) - 100.0% -0.13 [-0.29, 0.03]
Heterogeneity: Tau® = 0; Chi® = 14.43, df = 17 (P = .64); 17 = 0% 1
Test for overall effect (common effect): Z=-1.64 (P = .10) -2 -1 0 1 2

Test for overalleffect(random effects): Z = -1.64 (P = 10)
V&l 3 SELT L1 G B % 5% (Cohen’s d) BRI
3.1.3 ISR PR AR 5 B B4 A B R 8 2 R
W 4 Fro, BEPVRUS RTS8 T PMS/PMDD 4P 1 38 4 78 34 55 B B 72 Hh 344
W REE S B ZER, JNE Cohen’sd N -0.48, MUIKL p {85 0.001, 95%[K) E(F X
[y [-0.77,-0.18]. X Uil PMS/PMDD Zr:7E IR GBI AIF 7 14 B 44 1 R ot 75 8 351K T
i Aotk



Study or Weight Weight Std. Mean Difference Std. Mean Difference

Subgroup TE SE (common) (random) IV, Fixed + Random, 95% Cl IV, Fixed + Random, 95% CI
Huang Y.(2015) -0.12 0.2359 27.4% 23.4% -0.12[-0.58, 0.34]
Qda Y.(2007) -0.09 0.5348 5.3% 7.0% -0.09 [-1.14, 0.96]
Girdler SS.(2007) -0.23 0.2533 23.8% 21.5% -0.23[-0.72, 0.27] —_-——
Girdler SS.(2003) . . 0.0% 0.0%
Girdler $S.(2001) -0.75 0.3644 11.5% 13.1% -0.75 [-1.46, -0.03]
Girdler SS.(1998) -0.85 0.4261 8.4% 10.3% -0.85[-1.68, -0.01]
76.4% - -0.33 [-0.60, -0.05] -
- 75.4% -0.33 [-0.60, -0.05] |
Roca CA.(2003) -1.51 0.6110 4.1% 5.5% -1.51[-2.71, -0.31] —_—
Straneva PA.(2002) -0.65 0.2793 19.5% 19.1% -0.65 [-1.20,-0.11] ——
Parry BL.(2000) 1 : 0.0% 0.0%
Parry BL.(1994) ; g 0.0% 0.0%
23.6% - -0.80 [-1.30, -0.30] ——
- 24.6% -0.91[-1.68, -0.14] e
Total (common effect, 95% Cl) 100.0% - -0.44 [-0.68, -0.20] >
Total (random effect, 95% CI) - 100.0% -0.48 [-0.77, -0.18] -
Heterogeneity: Tau? = 0.043; Chi® = 8.26, df = 6 (P = .22); I = 27%
Test for overall effect (common effect): Z=-3.55 (P < .01) -2 -1 0 1 2

Test for overall effect (random effects): Z = -3.14 (P < .01)
Test for subgroup differences (common effect): Chi® = 2.69,df=1(P=.10)
Test for subgroup differences (random effects): chi?=1 96,df =1 (P =.16)

P&l 4 BB BT 7 ¥ 5% A ) e S5 I 72 57 (Cohen’s o) AR K IE]
3.1.4 IR PR AR 532 B R 7R HA B FR I IR K2
W 5 frx, ML S04 7 PMS/PMDD g RT3 1t 7E 38353 Bkl A 75 A B i
W RS 2 5, N Cohen’sd N - 025, XU p A 0.07, 95%HIEEX
[ [-0.51,0.02], X LA PMS/PMDD Zc VA1 i8 4 MEAE PR SRRk ST 5 Hh GR35
PR EES.



Study or Weight Weight Std. Mean Difference Std. Mean Difference

Subgroup TE SE (commeon) (random) IV, Fixed + Random, 95% Cl IV, Fixed + Random, 95% CI
Huang Y.(2015) -0.05 0.2357 32.3% 32.3% -0.05 [-0.51, 0.41]
Oda Y.(2007) 0.17 0.5355 6.3% 6.3% 0.17 [-0.88, 1.22] —
Girdler SS.(2007) -0.19 0.2531 28.0% 28.0% -0.19[-0.68, 0.31] —
Girdler SS.(2003) : 0.0% 0.0%
Girdler $S.(2001) ; g 0.0% 0.0%
Girdler SS.(1998) -0.85 0.4261 9.9% 9.9% -0.85[-1.68, -0.01]

76.4% - -0.18 [-0.49, 0.12] ———

- 76.4% -0.19 [-0.50, 0.13] g

Roca CA.(2003) . . 0.0% 0.0%
Straneva PA.(2002) -0.44 0.2754 23.6% 23.6% -0.44 [-0.98, 0.10] =
Parry BL.(2000) . 0.0% 0.0%
Parry BL.(1994) . . 0.0% 0.0%
Total (common effect, 95% CI) 100.0% - -0.25 [-0.51, 0.02] e
Total (random effect, 95% CI) --  100.0% -0.25 [-0.51, 0.02] et
Heterogeneity: Tau” = 0; Chi® = 3.85, df = 4 (P = .43); I = 0% UL T
Test for overall effect (common effect): Z=-1.83 (P = .07) 15 1 05 0 05 1 15

Test for overall effect (random effects): Z = -1.83 (P = .07)
Test for subgroup differences (common effect): Chi® = 0.66, df = 1 (P=.42)
Test for subgroup differences (random effects): Chi® = 0.63,df =1 (P = .43)

FE| S SRHEHL RIS HLI9) T2 57 (Cohen’s )RR PR S
3.2 RR1EHT

S JE LT 9T 1 B BT R O B B LR SR R T T R PR SRR AR I o
AR B O T2 e RN EAAE B AP 7T 1 O Ve 0 B R ik DY 4 AR AT R A SR .
K2 2K SR, QRIIIANEE, RSP MR R R E R (P =27%) 245
P =AGERAR TN P33/ T 25%, BRI P 7.

3.3 LA

S TR R LI B B, {E08 5 Kiesner A1 Granger (2016) FIZEIR 45 Tk
PLAE, SR BENL RSB AY AT W 2H A0 07, 2 %% B S Ml 127 20, R e 00 B U s XA
W RGX PUAN 43 2875 5, LA PMS/PMDD 4 74 12 0 4% 1 A5 0 3 1 AN e 4270 8 2 75 %
BLLRHIE R BRI B 72 X — S5 VR BRI E ] (R RMSERILE 2).



R 2 TR B S M () RAL )

R FIR AT x) MR A
Os ar D RUAtiTH TBR LBR D
- WK 4 -0.05 -0.28 0.18 0.66
X ARG 2.81 2 0.25 B3 22 -0.22 -0.39 - 0.04 0.02
SR 3 0.10 - 027 0.47 0.23
A 15 -0.06 -0.21 0.08 0.39
. T 3 0.02 - 028 0.33 0.89
%Eﬁ RE U i 10.73 4 0.03 e | 2 - 044 -1.22 0.34 0.27
ESUN 7 -0.52 -0.87 -0.18 0.003
e 2 0.41 -0.13 0.96 0.141
T 4 -0.05 -0.33 0.24 0.76
i [X 0.57 2 0.75 WK 7 -0.18 -0.50 0.13 0.26
F M 18 -0.16 - 0.34 0.01 0.07
Bl 54 1 0.12 PMS 19 -0.06 -021 0.09 0.21
PMDD 11 -0.25 -0.42 -0.07 0.47

VE: BREBENEEA R 4R 8 RSOk B R R R BRI E 4. N B B, MRS AR —RP RS AR EISW R A AT AR ER, ¥ Inoue et al. 2007) ¥ N
PMS 21 PMDD 4H W AN 552



331 ERENESR

=l B R N T RN B e d(MEVR) = —0.05; d(ILIK) =-0.22; d(JRIK) =
0.10. = P75 AL A 7 51530 8 PMEIR) = 0%;  P(ILR) = 31%; PRI = 0%. 4L1E 7
JR RS R =M RN EAEAE R E ZES, 0:=2.81, p=0.25, XHoR BTN &
T3 20} B LTI 5T I o8 A R o e 2 TG 3 R T R A
3.3.2 B IRES R E]

P R R I IR RGN B N d(EAF) =—0.06; d(FAF)=0.02; d(if L) =—
0.44; d(A=K)=-0.52; dCRVEW) =041, HNFHEMED AN P(EF)=0%; P(RTF)=
0%; P(ME E)=44%; P(4R)=34%; PCRULHH) = 0%, 25 ) 57 o P 4 56 2 BA o B Joa il
BN RN EFEREZERE, 0:=10.73, p=0.03, XN E 5 EE & A %3S LT
(1 B 3O o I A A TR R T A
333X

H DX P ONE B 2 A d(IE) = —0.055 d(BR) = -0.18; d(FEPN) =-0.16. ZH N 57 JF T
I3 R POEM) = 0%;  P(ERIN) = 48%; P(F2IM) = 22%. ALIA] 57 5 A 56 3% B0 = Fh 77 U2
MEAFEREES, 05=057, p=0.75, X5 X0 FLL 0T 700035 1A 1] R o B 2 B 0
BEFEM.

3.3.4 iCHp AR

2 Wr R N B 4 N e d(PMS) = —0.06; d(PMDD) = —0.25, 40 P4 5 5t 1% 43 il N
F(PMS) =20%; F(PMDD) = 0%, 2 /A 5 J5 1446 56 2 BH 79 Fh 12 W 28 2 1 308 & AN A7 AE i 3%
ER, 0s=242, p=0.12, XRRIE KA FLHT 7T B0 B AR ) R R S B G R AR
Ho
3.3.5 PMS/PMDD 4E AR FNHIA FHEH

PMS/PMDD 4 FE A A R P S 4R i SR AR T AR &, /E R TN 2 BT B
LR AR s g AT o RN 238 . PMS/PMDD AR AR (b = 0.0008, SE = 0.0035, p = 0.82) Fl
PR TR (b=-0.01, SE=0.01, p = 0.24) ([ RZBUIIA T3 .

3.4 X RImARLE

U BRI RAREAG Y 22 (RN, IR ZE . 25 TR B RO & 2 A A A
PSR, BB ER R rE, RMA K F MY (Rothstein et al., 2005). 1R
P E R & (B 6), HI8 H b

FAAE R FAm i o

BE—2 R M Egger ZL1E AR IR AT I K L fhifer, 1R Egger LRI AK L6 815 J7
FEEPE IR 0, WIAAAE R FMZ M T Re ML/ (Egger et al., 1997). B 7T i) 8 PR 1E
0.21, p=0.39, UiMH

FAE R FAm i o
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cohen'd
K6 =K
3.5 HR ST

FHEG T [ 8 S RIAR Y, B AL A B A A S B SR BE i) &, HL AT LAIR] 25 et 72 g A
WHICIAI A A 00, JR/NTAS R 22, AT FE G B BN L RS AR B 3R AT T o A Al Al o A
I, SRS R A [ 8 RN G R, 5 RN R 1 B M I R R A B B R

HERR AL S IR . B I RIBET G, PMS/PMDD 41 A3 Lo M AF FE LG 0F 50 rp 5 4
W) e RS 22 5 (Cohen’s d = —0.16, 95% CI [-0.31, 0.00], p = 0.05) 5 HERR T C W &2 7,
YR A B2 S BE 22 % (Cohen’s d =—0.11, 95% CI [-0.29, 0.06], p = 0.21) 5HEMFT T .2
B p M K: PMS/PMDD g P4 A1 38 2V 15 34 855 Pk % 0T 50 o 3 44 300 10y Rl Joid Iy 22
(Cohen’s d =—-0.56, 95% CI [-0.91, —0.20], p = 0.002) ELHERR AT AT in, Uy 3 R o s 2=
5+ (Cohen’s d =—0.28, 95% CI [-0.64, 0.08], p = 0.13) SHBRAT LB ZE R, 1H p HEFE K.
4118

KRR ARG HEE T UENR T PMS/PMDD 5 HPA il Bhg b Je 5 B /K 7 2 18] 26 &R 1)
WHot. ERA T, PMS LoV sm (I B o & & BN T 8d 2otk HAZ 3 R o el
BT EM: PMS VI I R iy & B 58l L R 2 R . RSP T
(R FAMBL, PMS 2ok 38 A I B T 5 B W35G T35 0@ 2o vk, (R OIB I R P & B
@ LML REER .

LRTINEEEAENE Ry — PRR IR I SO GBI , ST AN IEREIRE L BT BE L R 2%,
X2 BRI G WO — R SN 2R ANEREIR bl B W 22 30 4, X
— K G oy — RS N . IR PRI TR TS IR R PMS Lot pi R 4 1F
T HPA B3 s, A PMS [ EEALEI PR T IR R B AR

EL
I
=N
I



ke E AR B P R AT FE A 45 185 Kiesner f1 Granger (2016) —%, A AR BBk bk OB 7032
fit 7 PMS/PMDD Zc 1 HPA Fliffifb B 2250 4F. /R4 Kiesner M1 Granger %f Hrb ok H [/ —
SEIS WIS (Girdler et al., 2001, 2003) KR 1 XL A 1 AE A0 ST R0 AIF 58 70 43 RON: B9 FEATE
AW T I RN BT A I HERR T X P . MIESEZRAF ST, Kiesner A1 Granger W
RFKHAFT AT E ML e, EREEnG e TA REERNPR, Al
ERSPAE T HHMRME R, A, KB EENHELERY Kiesner Ml
Granger 456 —F0, KR FELNE 7. PMS/PMDD #f 4 8 A2 W 28 T (8 5 15
AR 3B Joi e 14 0 2 B 0 %o BF 2 45 SR B 5
4.1 PMS MBS RS K REER

LRI A REARAE Ny — P SR L RURAE, TRy Ve A BEARGF M S0,
HIERA R NRMBIPIRIHE TSR0, 18V B0 8 5 I RO R 2 SRR E A R
e A B38, JUHAKIAE HPA i L (Heim et al., 2001). 1811 N i 52 57 512 B 3L 2 45 1 K 390
Bh & 38 HPA ASK) “BEH” . i HPA B0 5 485 DR AR B (Lindley et
al., 2004; Young & Breslau, 2004) . 171j B J5 B £ i 75 AN A0S 5 77 17 58 75 K S g 7 777 T A2
EREEVER] (Fries et al., 2009) X F 7 U8 PR 57 o B i AN J2 2 5 B0 KA 10 B e R ] A
(IR S P o 3K A B 28 A W45 E = A 9 BEATLA

TN R, SRR AL, PMS PRIt B LR A T 1 B T S SR . IX
SRR BT —NRAT I AL, B HPA BhE 2l JR J2 5 i RESORE S50 T ORI R (1) 3 2 [
T (Ehlertetal., 2001). ik, FRATIA IR B LR A B BT s b A2 — A KU R 25, 7T g
£ PMS (IR B RERRAEH . (HRERFHAE PMS RS RKEHRIIEH, EFAkK
BEATHITBEPE RO BT FE, SR i IB B FE SR A B S 2 15 AT LTI PMIS F R

BELBHT A 1) 53— AN E R I H 4 G PMS 22 2R RS (16 Bz o BEshe bR 5 1 4
N R BRI R 22 e AR, (BRI RN . SR, Hou
N (2019) fFH CAR 1RV B 264 S BT RERASPRIR, KIN PMS H 2t AE s R AN
BRI R I HB R CAR VES) . IXULH], FEACIRES 2 S W (¥ X 48 BT AN @ IR 14
KIARORE, AR KIS I AN, DRl B8 223 32 BIRE R I AN /2 R3S 1 52 0
SRIM, SR 45 RAFEE AT e e, R B AL, St s msm . G2
ATRERRAE —FREIN 2, §2m T PMS Lk HPA Hiff1%ik . #ilf, Klaassens % A (2009)
K, HEA GG LML AR, AP AE 3 A A 520 Q04 1) o M R I R B Y HPA Hii
B AW TR IZAE I MR 5 FEIIAR 2. B T, I HLE e 41 i e 36 07 2 B X
e ] BE VR VA R SR IS

B 0T D I R AE AR S AE R, X &R T HPA BB T (Young, Carlson, &
Brown, 2001), A SRAF T8 LEBLTE 73 BT B WEAE B[] 2850 B2 90 N 2% 82 B a0 T 9 9 R S HH R
JoR By AR VE R . RS RO R ITTEE T, A AR EIL I R o I AR N R Y



PR R Jo Bt B B JUE 0y e of 425 SR 3 P ) T R R T, SR B Jo SR It AR AR N 5 5 SR mT Sk
A Y B NS HPA BTG 35w F AR IR . Ak, R USCEE I A BT 90 6 5 12 1 S 36
IR AN T 5 (WK B PR MR A, A7 B T SRR W I s I A AT, A
B—R B FOIREIT R RT] (HAEME 45, 2014),
4.2 PMS I RHkER A 5T o RO K B R BEGE R

PMS ZHETE R I 56AF T 0 i D R A 5 B ORE R — 5, BRI J i 2
B OB, (BRI 460 RN B3 K. FRZIRAS T HPA FiELAREL T W& M) R
Sl T KA ROME S BN R AR, MRS 7 i) HPA Sl Ak ) B0 B T Bl
I RGN T I S N OIR BRI B RE 7T (Young & Breslau, 2004) . 1X 5 22 % B 0050 () 3%
LML, g 9 hE . RUE MRS DT PTSD %5 75 3 28 A R 5% Bk d o 70 vh #0338 Bl 1
HPA Hli SN, 17 A BRI S A E 5 28 AN PR 35 pk R A 7 b # 2 B0t 3 BV R 1 HPA i S B
XRH, RAEARFEEN HPA flR S 5 1007 AR E,  FEGOIRAS FIERBE B Rt 7T R It 2%
AR HPA G S

SR A IR SE (major depressive disorder, MDD) [{IHJF 5T Z19% 45 75 H L 28 3R B3 Pk L T
—H HPA RvG A 0. SARRE BRI, S{gREAAHEL, MDD %R AfF7ER S CAR
(Huber et al., 2006), {HTELEJSLL % TSST L4555 K I H B ONTEELHY HPA #7525l (Chopra
etal., 2009). 1T~ PMS/PMDD Hl MDD f#7£ = 3595 1% (Strine et al., 2005). #5755 1R I
SR (American Psychiatric Association, 2013) L& 2L 22 XU K F  (Bertone-Johnson et al.,
2014; Cheng et al., 2013; Wu et al., 2016), Y25 A\ ik~ PMS/PMDD & MDD [ —#f
KRBT R . ARG, IR HE NN PMS/PMDD B E {EMSL T MDD [sik, 4
1, HouZF AN (2021) F=TREAMRFFAEAE A EHI I 734 (latent profile analysis, LPA) ¥ PMS
M MDD [X 2T, TASHE TS5 B, PMS HAME MDD JSRELE R4 5B Bk iF 72 o
(1) HPA i 7 mAFAE 22 5, #E—3D 3BT PMS 5 MDD BMALGIFEZE R, NYET
AR )P R

TCOMTIIGE R, SXTHB PRI, PMS Lot PRk ik P 8 1 300 B o 8 e 7 3R
B, FEIVANITE B 2 . R PRAR M0 A5 R SRR AR R, AR PMS ZoEiER
RYIREHIM B, AIRey PMS ZVERME 7 — A “ S 7, SN DU R RO
ab/

BEAh, BRSO (2020) AN, BU4E PMS ik HPA Bl g 8 (BT S 42 A6 AN — S0
SR, REANENERITAANE, BEIJEFAERR. AT — 5 X 5wt 78 1 & 78
BEATA5Y, 43 AR AR g UERCo B R R, ARG s R 22 S vk 4 R . W& 4
fis, SIS RES, TIRm SR ER DN TR IES 5 AR R I 2 %2R %
WEIRIEZS 5100 BEYE 7R, PMS L VE#S I A8 58 (10 B R o s S SR Bt sl 5
Fizs, SMEHIRIA R R, X EJJIEFEATAN S5, PMS 2V 1 Je o e R IR BHS A 2



XYPERE, PMS Zo PRI EREE B 1 B s i R SR B EE 2 5 A A O, MRS 5K
TMES FHEAPNA IR S ST RN AGFFiE— e
SERSRE

AT S AE 3 B SR AR B b G T B R R (P AR, SR AR AT O A B T AR
H g R IE e . E PR TR T M. AR T AT LA AL R K 1 2 A
SR, W R, 2R P A AT DUEES HPA FIhEETAT I M S, Wk RE -
REEE. BE LREREERNEE.

HA T 0 1 52 2 DA G 43 it S0 T O e VR SR U R, At AL R IR B Bk
W FEGN N TC o BT B SCRR B AR X b o Bl 3 122 AT P SR B A2 RT3 o, R SR i) oo A el
PAOANTE 2 [ Se s i e A g A i, MR A BB IR T PMS ot HPA fh3lifg
o

AT T Y REE AP HBEIARR T PMS L METEIE LR AN 5 PR BE AR 19 HPA
AR N, AR, SR SR T AT LS S 9 SR SO 1 S R OE AN R 5 B RO
KPR, B 5T R B R A0 BT T4\ A - 4T 9 L BUE B (cognitive-behavioral stress
management) &SRB LRI « 4122 SRR 7 ARSI PRSP RS 110 MR R Jof I
N, I HIX SRR AERF SRR K R [A] (Heinrich et al., 2003; Khalfa et al., 2003; Hammerfald et
al., 2006), X AKE R T TR 20 I OR RBE (0o 3 27 L il

st
FOREBHE RARRAE 55 S RABERE LA SR R 5
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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.
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analysis

*"Correspondence concerning this article should be addressed to Renlai Zhou, Department of
Psychology, School of Social and Behavioral Science, Nanjing University, Xianlin Avenue 163,
Qixia District, Nanjing, 210023, Jiangsu Province, China.

Email: rlzhou@nju.edu.cn

Telephone: 025 89680960

Fax number: 025 89690960



	1引言
	2 方法
	2.1文献检索
	2.2文献的纳入与排除
	2.3文献筛查过程与结果
	2.4文献编码与效应量计算
	2.5统计方法

	3 结果
	3.1主效应检验
	3.1.1基线研究的黄体期皮质醇含量
	3.1.2基线研究的卵泡期皮质醇含量
	3.1.3环境挑战研究的黄体期皮质醇反应
	3.1.4环境挑战研究的卵泡期皮质醇反应

	3.2异质性检验
	3.3亚组分析
	3.3.1皮质醇测量方式
	3.3.2皮质醇测量时间
	3.3.3地区
	3.3.4诊断类型
	3.3.5 PMS/PMDD组样本量和被试平均年龄

	3.4发表偏倚检验
	3.5敏感性分析

	4讨论
	4.1 PMS 女性基线状态的低皮质醇症状
	4.2 PMS 女性环境挑战研究中的低皮质醇症状

	5局限与展望
	致谢
	参考文献

