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ZAHALSSIEZ R HPA HTBER I :
— & T R gk RT3 4

ko kAR K"

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

# = HPA Z#i(Hypothalamic-Pituitary-Adrenal, HPA)Z 4k % B2 & ) 48 % 1 28 R A3 % 3R B AL 89 o 2 )
F . AR GIRN AR LR A Fo @ 16 SRIE P BT 2 AT 1 4% A 4E (Premenstrual Syndrome, PMS)4c bk &k T & T B K P
49 HPA 220 88 KR, *F 1990 - vA k69 32 B L(EAHAE N=1280)it 41T T £ F 4, WAL BHEZTHES
FER R A A FRBAERAE, ERAN.: EAZAE T, PMS S H ARG R RS SR E KT Ed4m, A%
B R EE R F At ey E T AR, PMS R IAMG KR BESTE LB B AREEEF. REIRFRGLER
H5AKHREM, PMS kBB ARG X MEAZTREH KT HB L0, 2 el REsTs54dLRERR
FER ZERRTEN Ao 36 X B E A= @ 3t & A BF 69 HPA #h R R 462 PMS & & 69 7T 46 9% FZAUH)
ARBT T K iE B TR s R E PMS 89 R R

KER ZAYEASIE, KRB, TR F L, HPA #, THH

RS B84S

1 58 2019), PMDD I %554 2.1% (Qiao et al., 2012),

S 5 2 BB E S FV Xﬁﬁ‘fﬁﬂ@ﬁiﬁ%ﬂﬁﬁttﬁfﬁ%ﬁﬁﬁ%ﬁiﬁﬁ‘(swddard
BRI, Sk et gy sy L 0 2000 VR T A Je e
i - A S PMS/PMDD {75 51 4% B fig ) . 25 20, A0 46
IL\EJ%?%P%E1%%(HaIerICh Gy 2013)0 E\fk JEAMARAE(Bloch et al., 2005). HARHIHIAR(Freeman
?ﬁi@“{?:\ LI, WHRR. SRS ARAARE L 004y 8 0 ABSE (Halbreich & Endicott,
Y)f’%‘jjmu%rhﬂ%jﬁf%ﬁ; iﬁg?“ﬂ:’ ?DEQ\ 1985; Pearlstein et al., 1990)F14E E4E (Fava et al.,
ii’;ﬁ@ EE;T:;;;EE@; ﬁ(’fﬁg‘?f’f; 1992), A JiE#E 3 B, PMS/PMDD 1T L4 i) Fi it
2012, SRS R, 5 e
ﬁﬁ%ﬁ%ﬁﬁ(?ﬁ%{“ﬂ iyndfj:e’ ;MS;?;:?S A, ST BT AP T 2 2
et al, 2008) S L BB A—Z OB R o pnsem Rupin hmidt, 2006). Y
#% (Premenstrual Dysphoric Disorder, PMDD; :(F)E/JEEi;%zﬁ;"‘w@&;;\??Eﬂ;ﬁ;ﬁg%;::f%;m
Lustyk et al., 2009). (Hypothalamic-Pituitary-Adrenal, HPA) R 52 i 14 Fl

TeME A Z YA PMS RADRABIBEIE iy . FPA il 2 A~ Pt I ) SR 9 22 1
KB PMS WIS Ty 25%~40% (L FPUIRE. fpu s, IR HPA B I 50 0 2
U, R W HPA Mol REAY £ A4 Mris b

Wk H B: 2022-10-31 (FEAEAME 45, 2014), F MM HPA HiZIREM 1S
BEEA: Bk, E-mail: rizhou@nju.edu.cn PR & Bz BTBERE KT . B IBEvE(d . iz Bamih
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%6 ok B S ZRTHEEAIE N HPA BhINRE S . — T3 i B R KT 1 o6 B 989
LM, KB H R3S (Zorn et al., 2017), iE PMS LY HPA $Ihfe LML C 2AE Ik

7 HB A3 IS AE T £ 2 i 43 W 00 B 3 B KT 1) ) e
Ml T Y F IR & Noradrenaline, NE), 125 I
iR K2 53 & (Adrenocorticotrophic hormone, ACTH)
AR A

BIAS 1Y HPA Bl 52 B 5 I\ k23 i M1, 3R
Sy T W . 3 o g o KT PR B AR R, R
BT AR 78 43 g % 45 o (%) S o A8 2, HPA il 2
FI8 2 I8 T fiE 23 1 % £ 1 i U, HPA il
P BT T] | o B AN 78 4 s, SR B Jo
SHBET S L SR ECE AN R, AT B B 1Y
Ak, I 0T AR fE 5 EOKS i RS (19 & & (McEwen,
2004), F5% b, E#EREJPIRZES T HPA 4l )
B8 IR PR TR 0 AH G 28 B AT TY i sl 3 A i T
[A 2% (Herane Vives et al., 2015), HPA JliZh5E 5 14
B4 B2 47 £ B (Steudte et al., 2011; Klumbies
et al., 2014) . #MAR(Gerber et al., 2013; Karling et al.,
2016) . B4 J5 N i = 5% (Wingenfeld & Wolf, 2015)
EF AU CE AT A EL Y E

ERAINIUPTIN E R R i g i e i T g
TE P N UL (Kessler et al., 1994), & B
AR A 0 £ JROE A T RE MR R 22 55 1k Y T A
(Regier et al., 1993), #i#G5PEL 07 G 51E L%
P 07 3 9 T B8 P 2 55 M 1) A% (Breslau, 2009;
Kessler et al., 1995), RI{# — 34 18 32 A [5] 2 R ) B1)
132 I3 L J2 Gt (Luxton et al., 2010), % & 5] HPA
W5 A 2 R VIR G T B G — 2 1 - B L4
(Hypothalamic-Pituitary-Ovary, HPO)AG fi# ifl| 2% &
SAAEMEME W, MR HPA FhDise ki
A RS2 1H 44 B AE 55 MR A L v T e 22 Ry R A
Z— o HPO il 73 5 A PR RE IR 5 HPA Bl 4 0%
5 1% (Conrad et al., 2004), f5il4n, Wi & fefe it
B IR R BT & 45 & Bk & [ (Corticoid  binding
globulin, CBG)I& M, 1M CBG fE45 A 90%MiiE
B 7 G (Siiteri et al., 1981), KL TCISTEILL IR
BRSO, MEBCE RS I HPA il 1300 i
2B (Kirschbaum et al., 1999; Kumsta et al., 2007),
i HPA %176 2l th RE I 15 HPO Sl R i 43, foiln,
N5 HPA #E S5 T 5 shHEDR A A% 35 7R Az B
E (Luteinizing hormone, LH)#{ 34 12 (Kerdelhué
et al., 2002), 5 PMS ZYIHHH) HPO filiE 3= 9
5 HPA Bl AL R R, X378 548 PMS P 1Y
HPA Hi e 3R A Hoph 28 N 43 i B Al

PRAFFE P RE S, (HEUA 56T PMS Zo it HPA #il
T BE 2% I 1 BIF 5 0 AT 5t — B0 45 2R (Girdler
etal., 2007; Lee et al., 2012; Huang et al., 2015), 7§
Je, BB AT PMS Lot HPA S T e R 25 A 0 122
ZEEAR—. BN, Parry % A (2000)%%5 T PMDD
2P A ) 2 P B 9 P R R R A ) — A
e b 5% 30 2B Y K LB KO, 25 RIEH K
A HARTE R RKE 225 . (H5 bR B2,
Rabin %5 A (1990) 1Y BF 57 4 & B, 060 () 900 = 1,
PMS 2Pk (1) Bz T Bt e B AR Tl 2 o Pk . Bl
TFF 2 34 2R FH TR A A2 %8 1Y) B2 J5 I i 8 S 3 (Cortisol-
awakening response, CARME Nt B 2514 T HPA %l
WS AR S8 bR, &P PMS 2H ot F B R Sl
CAR 1% 3B 25 fill {f 4E 3R (Beddig et al., 2019;
Hou et al., 2019), HK, 2PN AT PMS &
£ HPA BTN ARRAS M B L5 A— o RAOHE
FE IR RS R AR KT R fd 09 HPA BTG o), DRI L R
AW 5% 22 2% 4 LR 41 25 0 300 3 (Trier social
stress test, TSST). TP}l 0 & {5 (Huang et al.,
2015; Girdler et al., 1998, 2001), XLEHFFT 45 R
B—gUm kB, SEHH AL, PMS ohEE
R ALY HPA 2R B WA o (EA A B ST 1%
R EF25R(0da, 2007), KA BRVEE I
RUBFFE A X 85/, Roca 45 A (2003) AU 5T R H 1B
SN R & B, PMS o tEFE AR R RER B IE
B HPA il 52 87 (If 3¢ B2 BT ACTH)YHS i, {5
Parry % AN(1990)(F FHEI7H K LB PMS A1
PRI 2E 5

Kiesner fll Granger (2016)ZiiR T 38 mikT
PMS Y3 R R K /9 HPA BT g2 IR
B SEER SCRE, AR B B A R AR ke
SRR R F B, AT IR A IR R
Bl PMS/PMDD 3B H 5 1E % 4t AR iz
R K- 25 5 0 SR, SO PR SR A5 AR
TS, AR EWER R, Jok R
PMS %P Bz Bk 22 = A e R g, DL L
ARG FNEERRK, Wik, 7524
TCHTAT I 7 i, W LA T M AT 5T R A T R 2
G, BTG A g aing, ST PMS
PR LT B K P HPA Sl 3 E 2 I8 (0 4510E

5 Kiesner 1 Granger (2016) 1458 %5 R I8
B, ARWFFE S % HAT LIRS 0 20 20 2.
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FLAORIE, PMS PER) HPA Sl g 22 I8 7T LA A
ZRER Sy, BELOIRASTS LTI PR P A i
Z5WIE IR o PRSP R 558 o 7E S g & R
I8 S A ok Wl 3 He Ty (604 A= B e g 18 R0 28
PERE IR, AT T PMS/PMDD ZPE7E H 4
JES ) SRR, R WL TSST AT 55 L 0
BALSS  ARTFHPHESS . ¥ ER MR (Cold pressor
test, CPT). stroop {%1#{F: 45 (Stroop colour word
test, CWT) . LR AR5 . % B2 251 H]
T RIAIT T B 5 BEAIL AR D 25 AS B 5 BT DG Y T
J1IA, ABFE N O BELORAS T I I R 58k
N B BIESE,  TR) K 25 WA T AR DG AT 5 b i Bk 2
DN S5 R AR U R G IF BRI T . R, B2
St I 7 5L B B I AR N 1] . PMS/PMDD A
A hE 2 Wi RIS 2 AR 45 /A — iy ]
fieJ M (Kiesner & Granger, 2016), 7EAHF5E Hak
WAV AL HATHLGE . R LR o Wb R
EES R AL . DA RO RIS X A 2 SOfe X H 448
FERIZ, BATIEE 5 T Wil aF i Ak T H DO
WEFE S R AR VE . LA, Z% LITE PMS BF5E
T H IR 2, AR E G SEA 2
SO B AR O 9T ) 2 AR

AWEFERY H bp &k e #r 5 s, XeAm
KT PMS %Pk HPA fliZiifie 5 8 19 SE U A 5 kA 7
FORTREOH | IRV R, REHE L PMS L PESE
T BB /K -9 HPA Sl D RESR A, 7B s i 45
S BT R UE AR g, DU A B ST B — B
WAL AU . AT AAE
2 FHE
21 XHKE

SCRR A 2R 1) B T 20008 B 55 Web of Science,
PubMed, PsycINFO = A$d &, [vl i 5% FH SCHk ]
W AY 7 15 Google Scholar HEAT SCHk A . # &R
AETRR R 1990 4F 1 4 1 HE 2022 4F 8 31 H 3
TARSCH FRERE TR OCHER, KRN
(premenstrual syndrome OR PMS OR premenstrual
dysphoric disorder OR PMDD) AND (Hypothalamic-
Pituitary-Adrenal axis OR HPA OR cortisol),
2.2 XEAHIZAN SHERR

SCHERAARHERL G . (DPFSE R SHIETFSE, H
£ 5 S 2 RN BREH, Hrp 928646 9 PMS/PMDD
LM GERR R A AR T, MWMZESYS PMS/

PMDD J& F [FIAE8E:E), vt R4 i iE 4ok, )bt
FEAFAE HE LR AT B3 18 I 24 5% Pk R (k2
KRR ELRIRDS) HPA BRI E48hr— %
R RE K- ()BT e A 5 %, L anF- 208 b
W22 AR 145

SCHRHRBR AR LS . (D) HE A STk, (2) 3Tk A
LR SUUREL LR BUEIS ST, MRS
R A RIS G)SIESE; (W AREE ., W&
FEEERR A SCHR . PRI A R TSR E
)5 A BA SR S S, R SRS AR T R 11
BAE ARG — i TR R IR R (B IR R EH R
WRIRTCTE IS 43T P s B A T 48 143 B i SCRik o

SCHR I A LR A, TR A 1 B T a3 B A
%5 PROSPERO L&id o &, M5 h
CRD42022358646.,
23 NEFELEEER

mE 1 R, SCERIG A AR R R . B0 .
INFIANA 4 BB, WA TR 3 (AR SO — s —
YEFZ IR IE A FHERE AR AE A 7 AT 0 2, B B
LY TTH BT IR SR . o, ARG 2R 19 3E 32 5,
SRR 1280 A, A B0 T BRI L R
20.86~38.70 (%),
24 XHFHBERNEITE

XN AT T AR SR HEAT IR 1T AR e, £
F e (V)R By 2 MR VR R T L IR T
P R0 PRV B B, (2) K Bl s A ). B R
oMb RRFARBEI; GFFEHIX . T,
EIABRM; (4)i2WiZEA: PMS, PMDD; It4h,
PMS/PMDD £ #f: 4 s Fl 5 3 - 359 4F %y % 22 Y
PATAR E, ETHEVES R, SOk E R g W%
1o SCHR POV AR (5 B B AR S (8 L AR
25, t{EM FAESEREA G 8

AHFF A Cohen’s d /8 PMS/PMDD 415
Xif PR 22 S RO . FHOT IR R 411 1
“esc”FE )P LI B Cohen’s do XA HEAT 4R,
E (49 d {5 X% i PMS/PMDD 4 AH Lt % W8 48 B 25 1) g
A, T £ Y d BV R PMS/PMDD 20 AH HE X
HR T AR Y B B KF-o nSR — T 9T 1 & 2 R
SR Z UL AR B 2 AR, 2 AR
AR, 255 53045 e m 22 (Borenstein, 2009),
U, XF 2 g AT, AN RO R AT 2K
BRI FE 5 IR, A BT 02 5 N AR T 5% OQ 1 i R 4 F
FERIPREEPRIRAF AT« WG, DU 5k 46 2% 43
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R

R AR BOHE AR A SR HoAts 5 2ARAS 3R
n=69% n=>5

Biiii

PN

MA

! !

] ST AR SR n = 448 ‘

| SRR i =91 > AR 0 =357

Y

| mmesRRETR -2

Y

NABRUE
1. WG RSEURRTSY, ELA & SEue 2 At R4,
FLrp SR 4 HPMS/PMDD L (528

[RISEAE ), WX R 2E A i L

2. ISAAAEFE LR T ST I PR35 B T (R
ZHYIRHRBITE PR LRA) HPA RIAIE
PR — B BT

3. BRI BURSERE, Pk, fn
FREARS,

HAARE, NWELEFESPMS/PMDD J&F

B e P

LT SCRRAS 3 ANk i A 4]

R1 MATHTHARPIEXRERGC2H)

X PMS/PMDD ZiFE X RRAIREAR K f Bl iy =X . Cohen’s d . .
7% 44
O kmames) ey s T QR ERHGR
Houetal.  n=32 n=36 MR R BREE W —0.038 LR WUARMNANGNI MR B R . PMS <Xt
(2019) AR - LAk 1F(CAR) i)
2247422 22.28 +2.43
Beddigetal. n=61 n=61 MR Y REE KK 0.056  JEZk. PMDD 4 CAR WE{HZER
(2019) AEWS . 29.4+5.8 £ 29.5+5.1 J:LLF(CAR)
Huangetal. n=13 n=13 WEVR R REE W —0.066 LR RGN A B R EE . PMS <Xt
(2015) AR AR TR FRZH
26.30 + 6.20 26.30 + 6.20
—0.121  TSST #kfil: 2 VR B0 6 0 (19 J2 o it «
PMS <X} B 21
Fleischman n =63 n =64 MR FimE B 0.002 JLZk. {UFF MRMD ZeErh, HIERLM
ctal. QO14) 4R HE R b TR A /N T TR £ 8 1 L
34.02 £7.43 34.29+823
Segebladh 7 =26 n=30 MR FilE Ry 0.003  JEZk. FEAR{a B Bt, PMDD 4115t R4 Y
etal 2013) 4F{k: 37.8+6.9 fFit: 37662 |4 B T K T8 G 2 2
Matsumoto 7 =11 n=18 e VR 57 Jo i Wy —0.025  FLk. EALMBTE, PMS 4UFIXT R A9 e
etal. 2012) 4E{k: 29.0 £2.7 4l 29.1£2.1 43 TR KO- TE 2 2
Klatzkin n=27 n=27 MG R R e —0.094 Lk, 4iBlR W, (UAERAMELY
etal. (2010) 4F{#% . AR 4 P, PMDD %P EUA L IE PMDD i
3243 +£2.34 34.28 +2.34 AR (14 R o s i
Oda (2007) n=7 n=17 MR R TR WY / k. REMN
21.56 +4.15 20.86 + 3.41 =0.091 A FFEYHMESS: PILLR S R B0
EH
Inoueetal. n=15 n=9 MR R Bl YN —0.024 Lk . fE{T{KrEr, PMS/PMDD £H it HE
(2007) AR AW R 211 J 0 T K ST 14 6 2 2 S

24.98 +£5.57 23.7+£5.6




992 L R 2 g B %315

gx
»  PMS/PMDD Z1FE XTHAZIHAR ) BORmEN )50 - Cohen’sd —
O kmemes) ey s R G ERHR
Girdleretal. n=25 n=42 MR e B —0.02  JLEk .2 AN A &R Br, PMDD 41 F1XT B4 Y
(2007) RS A 4 B SR AKX TG B 3 2

32.92 £ 1.85 34.71 + 1.44
—0.226  TSST &Mtk : 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 0295 JLZk. YEAEATHY B, PMS 41FG IRZLY K2
(2005) R 351213 4FI%: 29916 4% TR T T s
Lombardi ~ n=20 n=20 MR BilE BRI 0.055  JLER. TE{ETRy B, PMS 41 A% IRALMY K
ctal. (2004) AEfh: 252+3.2 4FfY: 26228 | TR T 2
Rocaetal. n=6 n=38 MV R il e / ik KEH
(2003) APl : 377+ 1.6 FFlE: 3418 o
—1.512 BB HUAT S5 BRI A B RS : PMS < X
JilERAE
Girdler etal. 7 =28 n=28 MR e el 0435 JZk. TR EAERL, 2 AL,
(2003) A AR LR PMDD < %} B
33.96 £ 1.57 3316+ 1.6
/ HWUFSOEEAR . A ER R AR

Bl J RSN ; PMDD 4 e A B
JOR I BN L B AIR B, T AR 2 D TG 22 e

Straneva n=27 n=27 MR TRE S —0.637 B2k . 2 A H G RN B SRR F- : PMDD
etal. (2002) 4% 33.8+£5.5 it 33.2+65 4% < XFHRL
—0.654 ol MEAR I . 2 AN 2R Y B T
/K. PMDD < X} R4
Girdleretal. n =24 n=12 MR TiEE  3E —0.749  BLZR. BUUKIAAYEIEE . PMDD < X4
(2001) Fl: 335+ L3 4FIE: 32+19 4%
—0.749 ik 0 BAR S MAH Y B SRS  PMDD
< XfHRZH
Rasgonetal. n=35 n=>5 M EEE U 0477 Lk, WORIAM L R : PMS > X4l
(2000) Fh: 2420 APl 2744 o
Parryetal.  n=15 n=15 MR B STRE U —0.139 gk X B 2 IR ot 21 15 W ) A1 A i) 76 3
(2000) AW 3641 AR 372+58 - A L B 9 4
/ MR 25 : PMDD 7 5 {4 11 Ji2 o e 1) i e
LAY B T L %o 2 B 2 /N
Steineretal. n=9 n=9 MBEE FERE 95 —0.114  JLLk. ZEAEATMRYB:, PMDD 21 A% H 4 iy
(1999) FWY: 3636 A 387+45 RO T R
Woods etal. n=21 n=26 PO e U 0.084  JELR. FEAEAMBTEL, PMS ZH AN BREH Y 2
(1998a) A 3651 AERE: 36+51 [ TR T T 2
Woods etal. n =20 n=26 JRCEZ Bl 56 0.097  BhZk. TEATLATKYBL, PMS dHIRS B Y B2
(1998b) i 36 FlE: 36 T O WK 2 6t 2 S
Girdleretal. n=12 n=12 MW BRlE e —0.847  JEZk. 2 AN A KW FEE: PMDD < X
(1998) kY 34.8 AERY . 33.1 ST He 2]

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




% 6 W ok B S ZRTHEEAIE N HPA BhINRE S . — T3 i B R KT 1 o6 B 993
gx
..  PMS/PMDD 41kt XIHRAFEAE S pBiisliig )y Cohen’sd —
O kmemes) ey s R G ERHR
Blochetal. n=10 n=10 MR FimE B 0175 JLER. FEARATBYBt, PMS 4 F) HR4H 1Y B
(1998) AW 38453 A 30655 | TR T 2
Woodsetal. n=10 n=11 PRWCFZ EE  JE 0.129 JLER. FEARATRYBt, PMS 4G R4 1Y 5
(1997 Bl : 40 iFi: 40 FALW TREOK T T %% R
Su et al. n=10 n=10 MR B e 0121 gk iR A) K2 BiEE . PMDD < X R4
(1997) e 351456 4Rl 30849 s
Bancroft n=17 n=14 MR B e —0.613  HLgk. 2 AN AZFAWIRI M REE: PMS < Xf
etal. (1995) 4Efh: 352+5.9 F#: 31079 |4 T4
Parryetal.  n=20 n=11 MR JBimE & / FeLk. H5UPiA L, LLPDD 4178 % {43
(1994) i 36+ 15 AFlE: 3609 g 1 F TR BT TR B A s
BRI 25
/ HIT . FEATATRY B, WAL B T EE KTy
pRTE D 200
Facchinetti 7 =28 n=14 MR e Bk —0.454 Lk . FEARATRYBt, PMS 41X R4 Y 5
etal. (1994) 4Ef%. 353 AR . 303 s TREK T T 2% 2 5
Rabinetal. n=7 n=71 IR Ml e —0.966  HLLk. 2 AN H L JEMIN BB PMS < X
(1990) AERY: 3445 AEWE . 32+6 T el
Mortola n=16 n=16 MR B e 0.610  KEgk. 2 A ZFAWIRI M FREE: PMS < Xf
etal. (1989) fEft: 21~36 4% 21~36 gy w2y
Watts etal.  n=35 n=11 M S B WM —1.219 JEgh. IR R REE. PMT > XfIR4
(1985) . 35 Y. 32 PSS
Varmaetal. n=25 n=10 M R BRI —0.043  HLsk. FRiT{alrE:, PMS 41N R4
(1984) Fle: 295 AFEE: 286 b JREEKOF 1 B % 5 S AL L,

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

#:: PMS: premenstrual syndrome, ZHi#%:51iF; PMDD: premenstrual dysphoric disorder, ZRiji.0058 R K& ; MRMD:
menstrually related mood disorder, H Z2HH5¢1% 45 Fiftt; LLPDD: late luteal phase dysphoric disorder, 1AMl JEFEfY; PMT:
premenstrual tension, ZHTE5K; n: FEASIR; CAR: cortisol-awakening response, 7 J5 B 52 B 521 -

fift S Z WAL AR ST, Al RSN R,
MG IFA G, TR T34 6 5300 2 94 A B ik
I (EKICE 4, 2021),
2.5 HitFHE

K HFFIRE A R 4.1.1 B “meta” Fll“metafor” 2
JPAH T IR

R O KB R 1P 40 T A K B0 B 5 ) ) 5 I
Mo O 18 & ORI IE Z A7 7E S b P ik i
FEZ I ZEAE AR T 22 BT S ], o< 25%
KU FE, P = 75%% 9 5 5 M (Huedo-
Medina et al., 2006),

X445 R AT UM A, s STt
5598 ([ 2 /WL ) R B 2 AR R 4 T R CF RS

5 BMEE N R IR A5 R ARk, IR
gE BT E . R EE A Egger Rk mlIH
6z 565 T 4 A1 SCHR 2 A7 7E &2 R AR A7 o

3 &R

W1 TR, RS 32 BT A br v i SCik uk
PATEHHT, Hod, 29 Y RELT A 3 R
FELRBIE TCE IR, 10 5w LERBE Pk R A o (3
A% 22 G O T 2R B I 25 WV R R
31 EHMKIE
3.1.1 EZMRNEFHERESE

FEMLEL AR T 434 T PMS/PMDD 2z il
T 2 AR BRI A T AR R TR B 2 R
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W4k Cohen’s d SH—0.14, SUMAELE p 154 0.02,
95% MY B 15 X 0] &y [-0.25, —0.02] . X Ui W
PMS/PMDD  “r P4 75 36 2 F 53 1) ¥ (A 0 Bz o 1
i R T A
312 EZMRANINEHERESE

FEHLSOR AR 04T T PMS/PMDD M Fi 3t
T 2 MR AE BE LI 5 v O I 0 R T e Y 22 5
BN i Cohen’s d “h—0.13, XML p {H4 0.10,
95% I B {5 X 1] N [-0.29, 0.03]. XUiH] PMS/
PMDD 4 I 2o M AE LA 52 v O vt 191 iz Jox
S EATFIEREESR,
3.1.3 BRI R M B R R

BEDLAN AL /4 T PMS/PMDD 4 il
T A P PR P SRAVE 5 R R R A 22
S, RNt Cohen’s d 4—0.48, XSMKE p (HA
0.001, 95% & A7 X [ A[-0.77, —0.18]. X ViH
PMS/PMDD M 75 #8535 Bk B A 52 1% B A4 4] iz o
Pt ek B IS T L
3.1.4 INEPRETHFE B IR B R REE R M

BEMLE R AR S Af T PMS/PMDD <t Al
T A P E PR P SRAE 5 e O ) R R e A 22
5, B iE Cohen’s d “H—0.25, UL p {4
0.07, 95% Y & 15 X 8] }y[-0.51, 0.02], X i3 B
PMS/PMDD %4 F135% 38 4 4 78 P15 355 Pk SR AT 5% v

1 9 199 7 o 2 i N AE R 2 5
32 RAMKIE

W FEERTF 5T Y B AR B TR i . BRI
B B T0L 0 e B I A i . AR R BRAE I Y B AR A
O T 2 R A S5 Bk A 5 190 B 96 30 B R e i X
4 AR FATF IR R . 2R BN, O K
YRR, BRI 5T A0 o5 7R 30 Bz R e 22 5
(PP = 27%)ZAMA 3 AL RAS R P E/NT 25%,
o % R0 2 1 S o
3.3 AN

RERFHESII AR SRR, EhY
Kiesner F1 Granger (2016)F %545 RIE 1Y L 35,
SR JH it L2007 A TR0 AT IV 20 A0 A, 5 %% e S B
A R R AT, X RS R 4
Aor7s g, LUK PMS/PMDD 2H A AR i Fgl ik 4F
0 T A 34 0 A S 1 o 2R AF ST ) B AR B B
P 25 S 3 — 45 SR AR i 3 R 1R (00 A8 R 1Y
ZER UL 2).
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3 Rz S 2y RO A R d (VR
W) = —0.05; d (fL#K) = —0.22; d (JR#) = 0.10, 3
P L 8 5 B Sr 5h PORI) = 0%; 1 (1L
) = 31%; PORI) = 0%, 21 18] SRR 56207 3 il
Jr 2B EEAAFTE B E 25, 05 = 2.81, p = 0.25,

®2 FANEERIERESITGOEETE)

[] J3E 4 43 B A e 95% B A5 1X 1] XA 45 3

PR B3I I VA = 7N
Os af P Al TR R P
MY 4 -0.05 -0.28 0.18 0.66
K 7 2.81 2 025 I 22 -0.22 -0.39 -0.04 0.02
PR 3 0.10 -0.27 0.47 0.23
ISR 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
ESPN 7 -0.52 -0.87 -0.18 0.003
ESI 2 0.41 -0.13 0.96 0.141
T 4 -0.05 -0.33 0.24 0.76
i IX 0.57 2 0.75 LYl 7 -0.18 -0.50 0.13 0.26
e 18 -0.16 -0.34 0.01 0.07
e i 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 AR L AR ER b, TR A AR — KPR A AN
B IRAE S JE A5 BT, 44 Inoue et al. (2007)¥§ 43> PMS 4151 PMDD 20 i 5%



ol

ok B S ZRTHEEAIE N HPA BhINRE S . — T3 i B R KT 1 o6 B 995

AR IR B Iy 2T HE LR BT 5T 1Y A R
P B o AR
3.3.2 REREZN= A E

5 i o I 22 B () B O A ke d (1
F) = -0.06; d (F7) = 0.02; d (B ) = —0.44;
d (2K)=-0.52;d CRULH) = 0.41. 241 P 5 Btk 43
B POEAF) = 0%; PORZF) = 0%; P(H 1) = 44%;
P(&K) = 34%; PORUEI) = 0%, 4118 5 v AR 16
FHH 5 Fifr Bz T B Sk B () PR RRON A AR D
03 =10.73, p = 0.03, IXHE/R BRI F st i) Xof 32k
TR 0 e A R e B A 0 3 TR VR A
333 HK

X AU A58 - d () = —0.05; d (FR
Py =-0.18; d (W) =—0.16. ZH N T2 51 K
POEM) = 0%; PERIN) = 48%; (M) =22%., 4
V] S5 S M A 36 22 ] 3 A Oy = i N A A
ZH, 05=0.57, p=0.75, XL H KK FLLBF5E
) A B R O e T W R AR
334 iSHTEER

WIS RN 58 . d (PMS) = —0.06;
d (PMDD) = —0.25. 417 FtE4r 5 P (PMS) =
20%; I* (PMDD) = 0%., #H ] 57 Jo A 56 2 1 4 o
BWIEB N EAEE R EER, 03 =242,p =
0.12, X 7R 12 Wi 28 #0563 28 A 5T B9 B 1R 31 1 o
B E O AR .
3.3.5 PMS/PMDD AH A=K FIHEH

PMS/PMDD 41 # 7 2t Fl 4 i - 1 47 1% R i
SLRVPEATAR VRN R B T A Z A RE ALK
N AR R AT ST ENE 4347 . PMS/PMDD 41 KA &
(b = 0.0008, SE = 0.0035, p = 0.82)FI#kix ¥4
#(b=-0.01, SE = 0.01, p = 0.24)[4 [l 14 RE A
e
34 RREHEQK

T 2} R R AR A 38 22 (BN L), GhE Sk
FERR R 25 o 5 T <1 T 0 3550 17 o 7 A 43 AT ¥ 5 %
Fr, WIBLEA ST/ JE R ReAm Ak, RRZ WA kR
Rk (Rogers et al., 2005), M4 4 s A I,
WL HN W ASAEAE R TR o

HE—5 Rl Bgger £R M [ U0 K6 56k 46 46 & 3
TR, QN5 Bgger Ltk [l 56 (1 8115 )y 2 4B
AR 0, TUAEAE K Am 22 1Y 7T RE T /)N (Egger
etal., 1997), AWF5E P EIE(E 0.21, p = 0.39, Ui
IR KRR o

35 HRES

A LT 7 52 2y AR, AL I A R A A
PRSIy A, HoAT AR B 2% B 5T P9 R 5T 1R
HAS SAE O, BB/ PRAR R 22, ASBIF I 5 R B ML AL
AR RS E AT IC A AT G AR . [, SO it
TR Sy [E] S S5 B TR B, A R ) B
IR L&A B B A s

HEBR AL S AR s . QI 4 DT kR Ja, PMS/
PMDD 44 13 3 4 P 7 SR AF 5 o 2 (A B 1) e
[l 2% F(Cohen’s d = —0.16, 95% CI [-0.31, 0.00],
p = 0.05)5HEBRATTC I B 25 5, OF I 0% Bz o e
5 (Cohen’s d = —0.11, 95% CI [-0.29, 0.06], p =
02D 5HERAT B E S, B p [EFEK; PMS/
PMDD 2 M 13 38 Lo M A PR B Bk ST 55 o B A1)
I Bz JBi P 2% 5 (Cohen’s d = —0.56, 95% CI [-0.91,
=0.20], p = 0.002) L HEBRHTA Frdg on, DI iy J
[l 2% F(Cohen’s d = —0.28, 95% CI [0.64, 0.08],
p=0.13)5HpRATIEA 225, Hp EF K,

4 itig

AWMRAGHZET UAENK T PMS/PMDD
5 HPA D) REFE A Bz B BE/K - 2 8] 5C R 9 WF 5T
TEFLL G, PMS Lo e R By B BT & =
FART G b, Hoz 30 B T g i () ) 9
YEFH; PMS £ B I 10 1 Bz Joi i 5 12 45 33 Lo 1k
TR ELER . AP LS REL, PMS &
P B A HA 1 B o P o N T Lo, (R
W RESE S LR EER,

ZERTIAER G AEAE Sy —FhRR Bk ) 0L O DGR,
LMIANESER ST STk, X—BE
B R G Weh —Fh b B 3 46 B AN
RAF BT W 0T Lo P 24 30 4F, X — KWL G Iy
— I T N . PRI PR AR ST AN L 5 S AR
& PMS LMW &~ HPA BTG =, h
PMS ) BEALHI SR AL T TR B

Rk B PRSTS84 Kiesner 1 Granger
(2016)— 2, N AP R T2 T PMS/
PMDD Zc 4 HPA 4k 19 25 22 32 15 R4 Kiesner
F1 Granger X H ok B [7]— 3256 = A W5 (Girdler
et al., 2001, 2003)F/~ T XAEAS AR 37 1 F
WFST TOAT RN B FALE, AHI 5 38 2o 8500 2 ) -3
A IFHERR T X P52 I 72 BE L 0F 58, Kiesner
F1 Granger WLEL K B AR W5 WA B7 G 19 45
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W, HAFE S E TA BEA RO, A
FEIE L E AT AR TS AR A58 . it Ah,
AWFFERT T AR A 52455 5 Kiesner F Granger
MIE5IE—E AR BB RN 730 . PMS/PMDD
REAS GRS IR 2 Y (0 855 1 T, (E & B B B )
N P [ X6 AT 58 45 SR AT T 0
4.1 PMS ZEELRSHR K REEIRX

SR SRR AR Ay — P R R H R
B, MRS A REAR A 0 X, R Y N
AR NERBY T ERER D], 18P a i
0 7 U 7 R 2 R AR 2 A W) R G AU,
HAKELAE HPA fili_E (Heim et al., 2001), &5 %
F 5 7 DR N AR GE I K0S 2 32U HPA il R 58
FR B, 3 HPA %S 5 2 He g 5 A AR B o e
(Lindley et al., 2004; Young & Breslau, 2004), Ifij
JE B 9 AN T g 1 B 5 oK A S E RE T
T K4 VE T (Fries et al., 2009), X 1 1 95 09 5z
P S IO A 2 S BSOS A 1 Bt R [ 0 11 i 553
PESE N o X ] BE R 22 AT 25 A0 A A g BEAL AR

TLOrHT R, SXFIRA LA L, PMS L
F I IELCR AT 10 B B e BOR B, X SRR H
AT—ANAT IR, RI HPA %l 0 sl S 52 i 1
T S T A & 8 1) BE B2 Al - (Ehlert et al.,
2001). HfEitk, FATIN A IRl SEL RS B i S
MK R, AT BETE PMS 19 & & ke 5 ik
P2 o (R 2B AR AR PMS RS A e Y
YEH, 30 AR IEAT HTBEVE R DN B WF 5, Sk
BB R 2R 2 B B S N A R AT PMS
IR

BRI P iy 5 — A EE R I H & R B
PMS 2 PERELMRAS B B o i R ma /s, -
BRI I 22 5 BETEANR], (R
FAR/NIIRONL(E . 2, Hou 55 A (2019)fd
CAR {4 T RO RERE BIFR IR, B
PMS £ 2 M 7 35 (A 3001 70 B 960 300 14 3 B R B Y
CAR %5, XULH, FELOIRAS 3% S e iy 2 X 28
[IEURISTRISONIUNSE GIVA) ¢ SCRND USSR G LR b ¢
T RN, Pk, 222 32 B R A 2 4R
SIS o SR, SRV A S5 RAFTE AR E I, %
| EMAECE . QAP . Rl
DAl e —FRR BN R, 20 T PMS 2
HPA #2235, #ilfn, Klaassens ¢ A (2009)% K,
58 Q05 s i L PEAR L, IR e 7 B AR A2 A

15 0 L P R B AR B ) HPA BT ol o AR SR 9% 1
IZAE TR R 5 kel | By, JF Hilid
A T ) [7) 465 07 A T ISk 26 7] R TR ¥ R 3R 1 52

B J5T T 0 2 B (R A AE R AR, X BOR T
HPA #li i /878 75t (Young et al., 2001), ARRAF5T
FEVE T 53 A7 I IO K B T8 2550 107 0 A %5 B8 o i F
FEIFAR R B B I i 07 R IR VR . AESS
RIS TR T, A LR B R i B AR A
PRI I PR VR P J5 P g 5 R ) 6 %o 45 A 3 1 ) T
RESZI, o Y R o e L LE AR R AR S 45 R T
PE, A% S HPA Sl sl bR il 1
A, VR AR A 107 AP 5T R 6% 13 5 5 B 3 B
MAE 308 5 (PO K B PR A, A
Bl S5 SR AU W T SN s WIS, BT — AR A AT
FERBATIT R AEAG 25, 2014).
4.2 PMS ZHIRE B KA 5 A AR B REZRE AR

PMS 2 MEAE R ) 2515 T 1 P 430 il D R IR 2
HHIEAME RN B, BRI Bl no fi A
FNE, AR ) A RN s R, RS T
1) HPA BB AL AR ER T sl 22 4= ) R G b TR B T3
WO B R AR, MR PREE ST T B HPA
AR A ) T T B A B R GEX T R R
A A IR B BE 71 (Young & Breslau, 2004), X5 £ 4%
EOBRI R, i . AR RPEZDT
PTSD %7F KLk AR 5GPk ik A o2 rh R 32 9 1L AR 4l
(9 HPA il SRz, T A JREE o A A S 2 M PR 58 B
T3 P AT I N A B VA BR Y HPA il )2 57 o ik = W,
JUEARIB S HPA Bl 15 59 197 ) A ], JRZtk
AT PR BT SR BT LAY HPA Rl s,

SR A 5 T AR iE (major depressive disorder,
MDD) A58 211 A 15 1L B AR PR T — 2
(1) HPA HliiG s B, SARSE BT K B, L5 (e
AAHE, MDD % AfF#EIR £l CAR (Huber et al.,
2006), HEEZJIH S TSST fE45 /5 RIH Ny
IGERAY HPA #7538/ (Chopra et al., 2009), HT
PMS/PMDD #1 MDD f£7E 5 3505 P (Strine et al.,
2005) ., #5451 R BUAE R (American Psychiatric
Association, 2013) LA K 322 i XU K] - (Bertone-
Johnson et al., 2014; Cheng et al., 2013; Wu et al.,
2016), WL W5 A 5k h PMS/PMDD /& MDD
— RS RS R SR, 53— AR BRI
PMS/PMDD Jj # & {437 T MDD f S A&, i 4n,
Hou #1 Zhou (2021)4E T PRAFE 5 FH T 75 &) 1T 7
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#r(latent profile analysis, LPA)¥f PMS 1 MDD [X.
G3FEK AT SR B 45 3 v, PMS 3 A% MDD IR
FETE LA 5 PR BT P S A 5 v 1) HPA % 2% 9 7 1) £
fEZ S, AU T PMS 5 MDD LI #E
S, MY JE TN E MRS,

TCAN AR FEYW, SX A LML,
PMS 2P Xof B35 k0% 8 4 H00 R Joit et s oy 3R et
TEONU I N TE W] 22 5. SRR PRI R 45 2R 5 B4k
PR, FEARE PMS PRIk R B ™ E Y
WrEL, AIGESH PMS MR T —A~“H i 5,
T LA 5o g X R R

BEAh, BRAE B4 N (20200 K, LITE PMS &
£ HPA BT RE R M BF A EAR — BN R, &
FNE IR RE, BVERAEZESR . A
WGt — 25 X X SeWF 52 00 FE IR AT 4l 4y, vk
A 3EVE R T IR LG 3 TR TR, AR IR R ) TR 2
S XTSRRI o R Y 2 2R (L 45 R R 1A 1)
R, TTie G BB INNRIRES 509 A
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SEIME S5 T N B IR S SR A O 7F
25k

5 RIRERE

AT 5T A S B2 AR i R BT B A
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TR, WG THERFERTE LKA
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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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