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REPR S AL AT 52 1) T 207 o), LR 5 Mk 4 A 95 A3 A% 336 D RE )
G AFAE T IRNK 025> I 25 AN AL, L5 Dy RE A 5 i 1) B
AT k] BAPE ) BRI, X i — AL ST I AR S S REVR B
AL A B CHA A AP 22 R Ge i 19 S 2B R AL AR LA T 2L
TR ARSOR XHIUER 5 fiph S FCAE i 28 28 G950 b ot 5 o e A
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TLER SR AR A E 53 3

Sl JE A 22T Z AR DN RE b A A K R L, 1R A%
T AL A, — IR )RR 200 D A R 5 RT U B 30000 4>
AT, Ho 900% 4 & RRRE S fih, JoAx ly GABA BEZEfi'>
AR IE KN Hh 3221 2%y PR AR 22088 T, FL A2 AR 43R S 1
(intropic glutamate receptors ,iGluRs ) FI{X 8% ( metabotropic glu-
tamate receptors, mGluRs) . B TR 3Z & X 4135 N-H 3L-D-K &
Z R 32K ( N-methyl-D-aspartate receptor, NMDA ) | a-ZFF2 H %
Ak TN R 37 K ( a-amino-3-hydroxy-5-methyl-4-isoxazolepropionic
acid receptor, AMPA ) H1 £T 3 & B8 5% {& ( kainic acid receptor,
KA) . UUERZE fil 48 HAT 28 b 254 , 78 4 B 0 T A 1535 1)
REAYZS Ml o DOBRZE fih i ME & S SR AE 1970 AR4R MK 2 T
M B A G I 25 B4 5% ik 55 B A A% 3 D BE 119 5% fk K i AN —
Y BT R T b A A R R 58 i, — R T A
PR AN BRI | EENARE I 2 A, U 5 0 R 5 Ak ik ) R
W0 AT R B, IS /DG 1A RO 2 LRI 5 B 440 22 ) Y
100000 4~ 5 fil A7 95% ZUTERZ Al * | HAUAFE A B g v (¥ 970

BRI it o 5 fih A B9 209 ST ABIF ST B, AR R S
B TR I Ml A 755 I AIMG3 L 245 00 SR8 N i 28 R AT 5 9 A
ST ke ™ TSR 2 A G S T TR AN Y R X
TUBRZE fok == B2 5 RT3, 2 i i K 2 ik 1 2 k)5 17 3K 28
fiik S fil i R 2 Mk S B LA AL AR SR N, R BB
T AR T A 22 398 S5 5 2 i J U R 2 Ml 9 2l J R sl = 73 2 P
932 A% T8 e 23 il f5 B H 3R ik NMDA SZ KM AR ik AMPA
ZAK AT LIFR A AMPA-TTTBR S fil, 3 WL

AMPA -0 Bk 32 il

— NMDA SZ{&F1 AMPA 32K A #AE A5 A0

NMDA 521 H1 AMPA 32 40 /2 2 #1388 [543 20 IR 114 79 o
FRIZAR, AMPA 52 (R & 4% F 2 A5 ML S . h T
NMDA 22 H -] 78 38 38 32 4, T AMPA 32 (42 b2 1 9%
I SZR, # EURA T NMDA A2l i A H ) Mg BELUKT , i
5 AMPA ZZ R e bl B il 1) 28 MR T | 7= A e Ak S A B
Mg T J5 3435 NMDA Z 44, [HIb, AMPA 2R A 5 2475 P 2 fi
J5i L W ( excitatory postsynaptic current, EPSC) B9 R 5% 43, 1
NMDA % (&4 EPSC 91 54 .

NMDA Z /A4 1 # i £ ) NR1 F1 NR2, NR2 XA NR2A-D
PUFf R NMDA 3242 H 6T i [RIE — 3 44 NR1 Hil NR2A-
D 2 S VR U SR AR AMPA 32 K2 B GluR1-4 41 i i [7) U5
RN RA, kTR YIRS Al b, NMDA Z K& &
NR2B W4, BE%E KMiHY & 5 , NR2B W32 #i g NR2A HUC, )
7T % 1 g il i UYL 5 NRI/NR2A A7 4R M 1L, NR1/
NR2B Z VR ELA #1084 311 7 2 F0 68 08 ik a] , 7 38 i 5 fik oA 37 30
B9 Ca® | By 7=He e M R 2475 1 28 fi J5 B 7R NMDA -spontaneous
excitatory postsynaptic currents, NMDA-sEPSCs) 33 F H, i #1 #l
T Mg M\ NMDA Z KR8 B, il NMDA A2 g B E0 5
A, NR2B W5 8 9K ] LLi7E 5 52 fish i J6 08 4 2 R A T 5
NMDA ZAH AMPA Z &% H f38n™) (HdfR il 7 AMPA 32
TARTE S folJ RS g 63k
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A5 AMPA Z 27554 GluA2 3L K AMPA 21443
P53 % M AMPA 3214 ( calcium-permeable AMPA receptors, CP-
AMPARs) F14553E B % 14 (nonCP-AMPARs) , nonCP-AMPARs 43,
2 GluA2 W%, 5 nonCP-AMPARs #f k., CP-AMPARs & /5 J& 8
WAL S, I HM RN Ca™ AU — B 3, IR b v] &
175 S A B TR 28 il A AR 348 CP-AMPARS i 75 370 8K 28 finh At
AR R R R SR g D HR R AR, AT
FUUEMA 76 2 7 B B, Vi T v ) 0 B 28 ikt B 1] T 3£ 4E GluAl
[ CP-AMPARs™™

&Ml 30 %% [X (postsynaptic density , PSD) J2& HLB2 T 7 T %8
ol J5 55T 1% 7 R B X3, 5 2 T 2 i 8 16 TR R 1) 467 A
Xt PSD FEZ Ml )5 R AR T M 2 A ARG 5T 1R
LB {5, I HL AT DL S5 M A Ak g s A figi 4745 B2
NMDA SZ{&F AMPA 2N T 2475 2 M) PSD Kk, /v 5 T
KM LT BT A B 28 A% 388 . AMPA 32 1 F1 NMDA 32 1R # /2
PSS , B AT IR ER A3 1 RN R R A R K200, NMDA 32
AR XIS R A AMPA Z AR BIAE), B A B ARic
FW, GluA2/GluA3 AR50 25 S5 I 2.9 nm, T GluN1 4 /g
AR E A 5.1 nm, BLAM, NMDA 52 {4 DL 4% KA 100 ~
200 nm AN T2 fil J5 SO X A AL, T AMPA SZ{RHES
L NMDA 24K 4h BRI, AMPAR BO%0He 5 PSD K389 B
R IERPEEA S #EE M 176 nm, H42/NT 176 nm I PSD [X 12}
AN AMPA ZAKE5H B2 NMDA Z R 45 4 A 3% PSD X 8 1
AR R

TR E W By AMPA-TTER 5% i

1. K E X (critical periods, CPs) - AMPA-JT 2R 2 fih ¢
FER I bl e 0 S A i P A A R I R 5%
fith 374 10~ 12 d 5970 BROR ARG A 00 38 2 Mk ) 5 o 1) 2 Mo
T 55% o HAESE R IR R, 1 T CAL XA R g %8
fil 29— J AMPA-UTER 2 Ml 22 J IO IR 58 foh 748 i sk >,
A 25~30 d A/ BT BR 28 Ml B 22 R 2 il i) 25% , BB )
60~70 d FFEZ 5% e i), Ui ek o fih o AES: b sl ol AEdE
gfi, ] BERETE bR . & B SCHEI (critical periods , CPs) &A1 £
RYGEA7TE 3 0 ] B8R AR £k B4 B 3T, b 5% fih 7 4 A9 o S A
W, XHE SR 2 3R BT OGN E — B R Y
B B, Bl 8 3R G5 A A0 S 1) B 1 56 s A\ E AT O 6 0
Ay TR R AR 2 2R G S R R 9 T B AS B R
A, T BHNFRGE 2 1 WA R I v X K T T RE T
JR KSR T B2 I 1 gt B, SRR S Y AR S 58
AT IVE ) R — = AMPA-TTT 2R 5% firh 14 38 [ Fn a2 Ak
TR O BIFST 3 ER T 3R 2 Ml 1) 7 A R G A 1) &85 ARA O, TR Y
PG R AR T LS B ST OGS OF H— B A E AMPA-TUE
ZEMMPAFAE) 5 B ZTURRE 2R AT A B R ) S — T
PR AMPA-UTER S il (977 26 L G, SES8 5 AMPA-DTER
ZE Ml B A A JE EE AT R S AL g

2. AMPA-DLERZE filt A9 R 8 IR I A ik G HE D) AMPA-DLER
SRAFEMBE R A RZE, B T 28 il 22 1905 M B A= 28 ik
HIFRETEA, AMPA LULERTLLL A0 & GluA2 W 3EAY AMPA %
IKIIBE4E NMDA 324K GluN2A 7 FE AL GluN2B W3k | DL K2
PSD S HRZE [ HRAH OC 5 T R AE I8 (PSD MAGUKSs ) 11 i A5 4
EfEE AMPA-TTERZ i 9 FE 2" . PSD MAGUKs J2 58 fill J&5

B XY SCARE L, X AMPA SZAAHT NMDA 52 14532 Rl s 28 5%
fil 5 -3 BB 4035 SAP102 ,PSD9  PSD-93 SAP97!™) | A=
JE R0, SAP102 ik AR &, 2 )5 W T W, 1M 5 A = Rl e i
A R E W, R SAP102 5 GluN2B-NMDA 2 1A% 1))
) IR MITEST 220, AMPA 52 /K fil NMDA 22 14 4> s =
RUE T SRR e A IR ] (long-time depres-
sion, LTD) S 58 fil g V&5 B , N RE 25 DT ER RIS EEE 1Y) AMPA-TT
BRAEMSHERR Y o S2 Ml AL, S g bR & B K
i =R T g R S X VR A A I i R R & E B BEE AP
BAEEESL BB 2R B

3. AMPA-UTERZ fil M1 G A M 28 % B VRS . R B ad fh,
AMPA-TTBR 2 fplasd BE RS i e 6 4 25 DT BR Ak | 53 e = LT Bk
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M 2% 75 BT 100 2 fih P S8 44 R 5 S i i R S S 4 AN
H PAREA ARG B 22 R AE 20 B 1k 245 P 2 fih 1) 3 R B S
— LA FHLHIAE G, ARHGAP12 J& Kk (1) —Ff Rho GTP il
AL, RFEIR T CA1 X %A 1k 2 fish 1) 28 fish J 358 40, 76
KB AR A XA S M A A N T BET L RS R, m R
ARHGAP12 504 AP 28 fi i 2o L 0l e 8K 2 Mok 2>, P TR
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Z i P 2o F7 B Y0 BR Z f BRCRE U /L IR CluN2A 7 35 1)
A5 RIS AE AMPA Z RFRIL, L, MET {5 558 i 5 bf
LR G RI AR R B B ) i B A 56, Ui T A MAE
58T SR TR G M AR A 1 il 58 26 F ( Neurexins )
I 2832 P2 8 11 ( neuroligins ) J2: HAHK 1 28 28 G0 28 fl 12 A BT 7 14
ARSI 2 A W2 —, B Ao B T 5 Ml i S5 B AR B4
FHAR RS il 0T BRIV IR Ak . 98 2 B, 08 /0N BB il 201
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FE AMPA-UTERZE M+ I FLABLAT: K BRI 0 R 2 fioh 14y 400 0 o )
20%" , WAE R AMPA-TTERZE il I 1 110 7 XA B b, — Fib
EFHA BT L AMPA-TUER % filt, 7T RE- S B0 3 19 22 fi
I, 52 A AN B R A L A o s — o th D) Rk
PR b AT R , 4K T AT BE A B, 55 i 2R AT M 0 O fih &
RIHLHIA G,

2 R AMP A0 3R 2 fil HH DG (1492995 - 7T PR e
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EHURIHEAE AR, 77 RS B AMPA-TUER 52 fil 2 8 28
B 5 i, FEAR BB AZ P i D1 BU M & o0, Bi A R ik kB &
GluN2B VAL NMDA 52 145 HLAY: B A 5 00 25 B2 384 n , B ik
BT X — ;MRS S A B AMPA-DTER 28 il & B A7 7 1Y 2%
PR ZE Ml 5 IEE AMPA SZ 445412 28 [ 9 T UL ER AR 1, 11 i AR
GEMRA T BER /N2 R ML AS ], AT 4 PR R R T
DI B Iu A R A . 7T R B 77 AR 1 U0 BR 28 fl 35 4F
AMPA ZRSTGIE IG5 D1 BB 0 10 4T PR A N HE
S AR TR 2 Ak T RER S BRIT 8055 D2 Kb 22 T ) M4 AT AL
A AR SHE5R D1 R 20 iy 2t M A, 5 ORI R i AR B A%
DIREAR L RILR AT R ) . A BESEIE I, n] & DA
HE AT BR S fl 35 AL B ZE4E 1Y CP-AMPARSs T 5 & B0a o, T
IR AE S 25 OB R AT R IR YT 7 1k BB AR #F nonCP-

AMPARs #6528 22 2 fil, 33 T A2 4= & PREE A /E AL, (Edun]
A3 1o 41 /I o 4T A2 38 2 i 5 0

M i i 1S B0 5 AMPA-JCER 2 fish BH 8 38, L %o HE 21
BN 29.81% ~55.08% , ‘3 0¥ 2] FUCIL YT RE N R, th AR LL 1
INFIIEG . 2B 45 0 0, U5 I GluA2 I 19 22 3% /K - B
BTRE HREER GluA2 2 H KB SZ GEW] GluA2 W4
R AMEN S AT CAT X A 58 B A 2 R I R
™. PR AMPA-TTER 2 fil v] i J2: ph 2 Bk 2 fih e A i ok, O
BB R, MU I GluA2 W3 iy Rk 75 2 PI3K (W% 1L
1 PI3K-GluA2 B A WHTE A, MRl i 240 1 PI3K 11975 fL I35
b PI3k-GluR2 E-A W B, BT LA GluA2 EHE M5 fihJ5
BRMENY SR IT R I B B0 T LURE K BB D CAL
X 28GR TR 2 fl s /0 2 BDNF 2 i it 5 fik va] 98 1 f) o
ZRT @t 5 NMDA 3Z4R4E A, i B i) 22 fi m] 38 1 Fe 42
Tife B EEAEA B0 F B FIE D BDNF (WRAE T
WEg A T 1A T 2 S R AZ BN RE S MR AT, EE
IR LG BT  FAE R S Al 25, BTJR 2% ¥ BRAE 28 fih ) BB 52 3t
YT AIE J2 A1 355 4K 1 F2 3 55 (long-term potentiation, LTP ) fY
WS A AERD (long-term depression, LTD) FY 3458 | 28 filt AMPA
ZARM) E R (A AMPA-UTER € il ) LA &2 NMDA 32 1K 1) %
R RB MR AMPA SZ K FI NMDA 5214 1 23 B 9 T %8
AT R

BEAh GRS it 55— BE g 4L /Y R AL A C . A1
A SRR R IE A S RN DX, 9 o SRR Y 48 105 R LA
/IN BT PR A0 850 Pt R A M 4 4 s 28 0T, 007 3K 7 4
X 22 6] B 2 il A% 386 , 3855 NMDA 32 4 e 37 7 0 12 He 3B, A il
DUBRZEM > KIS 1 B A 2 B 04 R g ) RO 3 58 K R
AMUNAS A4 A 2 fl 9 B FR 3R FIT NMDA A2 445 il s v, T
R AMPA-DUERZE i, 38 A 58 s B 3 S8 Ak Ry A5 4 AR AL
P 28 T0E— AR AR LA 58 1 A B 3 T RTS8 P A5 R, AT
FEHEINRFLREICZ X E S R A A AR A ]
A S N A T H ARG Sy A 1 IR, 25 P s AR RUUEBH , e
JIRE AT S B0 S AL AR ZE 22 48 i NMDA SZ RN R K
AR, (0 IAF T f) 2 > RHCAC T REZ

F TL - AT ] 3505 457 #0 A7 76 DT BR 28 fisk, 77 407 [7] (anterior
cingulate cortex, ACC) J& 5 A HI T HEAH 3¢ By i X, WIF IR i
TCAEAE 7T LA SR S5 T 5 RV AL R AH ], 1 5 3k
B, R BRI P o A TR e 37 0 T 199 8 flh % 3 184 3R, 70 2R 58 fll

FUTIRTE, AMPA 32 ASCRE A
AMPA L ER SR il 5 SR A AT 28 1%

S fih ] YA M A 28 M A S5 F AN T B A AT AR B, S AR
PN, LTP F1 LTD, S filn] ST M4 R G W & T G
MBS L% B T B2, LTP — H B &4
FNEAZ B9 3K, BV 701 Sl S TR, 244 1 2 i £ 326 A K o)
A S 2 S FCAZ 8 FEEALER

AMPA-JTER 5 i 1 2242 AMPA 321K 5 28 il )5 it | 45 85
PTG Ca™ /CaMKIT {5 538 B MM 5% 16 A 2 Rl 1k 28 i, 5
LTP & AEHLHI 2L, IR 0k, IRl AMPA-UTER 28 fil % 1k S T B
PEZ L LTP K AR EEHLH D, A B R, it AMPA
AR I 2 5 fyl J5 RS0 55 4 0 A R VTR 28 Ak = 2 LTP /Y 32
SEHLH (BRI 28 fil s | 2 frk i B8 4 0 B LR 2
XLl LTP Y F ML B2, ASTER B,
PGSBS 30, KR AMP A0SR 2 fis F 77 7E — 7 PR L R e
TR MERIRE S, 7V CAL X, AMPA-ILER 28 f 7= 4=
LTP B, B 012 N ] 58 0 19 AMPA 52 /K55 32 28 5 ful J5 1t | 3 %5
BRI R A AMPA 2 ARG UE B T A K i R 1 5 0ot
o ULER SR i B T 42 AN Y JE B = GluA2 3£y CP-AMPAR, 8%
JE AL GluA2 W1 nonCP-AMPAR BU%., I WL CAL IX
{9 LTP R B 75 20086 T 200 i o9 45 ok B ok i Re e, — R B
LTP,CP-AMPAR &I 6352 15 min, 11 N HIVES B T LS
T nonCP-AMPAR Y Z54E IMi 3G 5 TP |

PGSR 5 1 8 B /N 22 4R 38 3 B 1 (F-actin) Y585,
TP DA LA TFA G2 AR SRR Y AR Sk
B AR R BE X 8 R A T B AR G AR AN 2 R 25
AT DLW & B S BERAS , TR A A 2 ol B Sk 308 e R A g 22
FoE OSB3 H & A AMPA A FI NMDA 52 {4 ; 38 K 1 24
R AR 5 TR I Sk 35130 L 450 AH 22 A8 Kl AT A A Sk 3 AN K
B AT B S I ST, T R RS AMPA 24K 5 UTER
Zfih— B, SRV B DB AMPA A2 AR PTER R I
WS, 300 B AR < HA 2 ) BE A S i AMPA 2K
PR e A7 A A B RIS | B BT IE AR AR L B AH R,
EAFIKFE AMPA 7Y A B A 58 B, BUFR A “ 12 Tt 58
DS N Y e o N S L NS P L - s AR S R Tn e VAN A
BT BEIRUENT, R T R R SRS R 57 B D B S R 58
TOE BT B2 T O b 2 MR, 35 sk L E
SiE R A3 E S ) RS A SR B S B e T Y
iE FR B SEBRA R

INEFIREE

L LT IR DU I AR T M AR ] B BE (2 0 BAF
WECEAE) , B4 AR B VE T, UK 58 ful 5 2y RE R 5% fh
AR AL , —Jr TR BE T S il ml 98 0 55— Dy B e R 1 —
LEGIT I A ERL] . ASTRAE AL, A vh 4 0 s e ),
A DIREVE Sk TUER AL , A T HEE B , 5 BCRh 2 D RE SR ki A
EPEYRSZ I, 75 A DO AR 5 fioh i A 5 fk 2% £ Dy 2 E 18 5 fih
et 22 D REVR AL IG5 I 2 TP s D RE e A 1) 2% o B 2367 T
B, HARE FHALAR 2 15 5 1008 5 fih v 28 1 AF G, 2 AT RE A7 7
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Evaluation of the effect of an antenatal pelvic floor muscle exercise programme
on female sexual function during pregnancy and the first 3 months following birth .
study protocol for a pragmatic randomised controlled trial

BACKGROUND Sexual dysfunction can have a negative impact on women's quality of life and relationships. There is limited informa-
tion about female sexual function and treatment, particularly during pregnancy and the postpartum period. The effect of pelvic floor muscle ex-
ercise (PFME) on sexual function (SF) has not been studied adequately. The purpose of this study is to investigate the effect of antenatal
PFME on female SF during pregnancy and the first 3 months following birth.

METHODS/DESIGN This is a pragmatic, randomised controlled trial which will compare a structured antenatal PFME programme
combined with standard antenatal care to standard antenatal care alone. Eligible women who are less than 22 weeks’ gestation will be recruited
from the antenatal clinics of one hospital located in Western Sydney, Australia. A sample of 200 primiparous pregnant women who meet the
inclusion criteria will be randomised to either control or intervention groups. This sample size will allow for detecting a minimum difference of
9% in the female SF score between the two groups. The duration of the PFME programme is from approximately 20 weeks’ gestation until
birth. Female SF will be measured via questionnaires at <22 weeks' gestation, at 36 weeks’ gestation and at 3 months following birth. Base-
line characteristics, such as partner relationship and mental health, will be collected using surveys and questionnaires. Data collected for sec-
ondary outcomes include the effect of PFME on childbirth outcomes, urinary and faecal incontinence symptoms and quality of life.

DISCUSSION The findings of this study will provide more information on whether a hospital-based antenatal PFME has any effect on
female SF, urinary and faecal incontinence during pregnancy and the first 3 months following birth. The study will also provide information on
the effectiveness of antenatal PFME on childbirth outcomes.
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