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Menstrually related migraine :
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BRABTEHMEE, WK EUEHENT S B
EE ROESER BHHAREREHINAGE
& HENRKE, TR REREEIRRE
REBHEREEENR", 1991 4 La Spada £ X
Yo 66 4k | ik 3 P2 B (androgen receptor, AR)
BIMHEFHNZBETRCACREERTHES
BZAMNIERE AMOPEBRENA®R, =45
CAGREERYTHNMIIEMAERERKERN X
RILHAN M RELE—E®,
1 ERBRNIFER

BURENE AR AL T Xq 11-q 12,5 & 8 M &
F.REM AR EOFEEH N- R, DNA 45
AENE BEXUREAKEREHEE4 B LA
B VHFE LA T A N-K 3% # s H
BEN-BEFRCACREERIHESHERH
WEEE, CACKRY REEFEABHPRFLS
H U BAR10-~36, T ERHEKEENYT B
K40 ~62, L EEAMT HEHEMT 1 ££
fo 1992 4F lgarashi H i W H CAC ¥ 51
PRAE AR AH ¢, CAG & 1 SO K, e IR 5 IR s 30
B 2000 4F Mariotti 5% £ 3% 30 N B ERF K R
2006 4 Atsuta 551 223 L HA R EHHREE
HCAC PR SRR ERIBFEBRMEHE., W
CAGVHEBERKRE ARTEREZEM X
B AR MR A, BN — K & M [F CAG ¥ 1%
HWBEE MIMNHERER RRTEREFEHLAFE
RKHZE 7, CAG 3 3% B "I fE LT 2 & i i IR &
HMPERZ—  FEZRNRENMEFLIA,
2 EEBRNAZHEHNH

BMTE®RAR ZERANELEHAGERERR, £
B O TERMBZRE, FUESHEE R
RAEMERGEHERMERERHEERER. M
RERABERTRAERNAXENAARMNE
K, MREVHETATAREZAREAHRE R
BERBEETREBEOEETL . RTE AR EAN G
HEBURIE® AR EA M DRE Kl 8B E 2 5
EFRHFRERKERWEERA BXFHEEHE
ZREXESH5ERRBRHE.
2.1 BEEBHENZHBENE

BHEZER -MRAEAKEEREXEF 8%
5RARAEH(HSP) EREGURFETHRE S, —
BERAZHXEMAAY Sa-WELEWMER G
HEEMBRE NHEGRPTEL X, BFER

B, U_RENIERE S DNA, 5B E Y
FEEYHEER BHEEL%ZEF .RNA RA B
4%, MESFHEERERNER, AR EAN
EHEME A TERAE, MERAELRSES o- WE
SHTEETEK ARFAMNLESY, SRLE
JG i) SBMA HifBE RN I AR EAM R MR ¥ K
TUREORKNHBENES , FEEHRRHA,
HEHESBMAR EE MR R KERE AR EA,
RAHEME MR AER, R AEEEER /D
MEFREH, YEMERER NREZHBEY
RIGIFEHEE G, IS RERTTH B R EF, MA
THEAER /NN EMEEBZH AR L NE L%
AER. ERAKEERHBRRKERERBHERE, &K
EEF-REFNUNEARHMER, EEE L4
F, xeHBRERLES T SBMA % % HLH
FREEER, B RERILEHN R EREY
¥ 5% 9 5 Ak (leuprorelin ) © B A W PR 36 By Bt o
2.2 RAURREARE

WARFEE A 90(Hsp 90) B AR HEHZEMRK +
EREGHENEEART T 2 AR ZEARNTER
HEMEENEE ST 4B, Hp 90 ERE T H
PMEERAER, —MEE p23.Cde 374G M
TRER, A —F RS Hp 70 } Hop A MIERTE
B -EBHKBEERS TS, BIR & BSBMA/N R
KRTE AR EHHBTHAB AREHAES S Hp
90-p23 %54 , B EEBHE, F/NR Hsp 90
il 7 17-AAG ( 17 -allylamino-17 - demethoxygeldanamy-
cin) FAIRRE AR EHREWEBEMKS , b
W,Hsp 90 BREL AR EAMERMEERHEZ —,
17-AAG 5 Hsp 90 55 /5 3 € B Hsp 90 5L K
ERER, 5E ALY S &R, Fef o {2 Hsp 70
WIF= 4, M Hsp 70 B3 TE 0T 8 B4R M B W i
B R AR EAMER . EMAKRENE" B
17-AAG E B R IAYT SBMA MEE F B, BR T Hsp
90 \Hsp 70 4}, iF £ H fth Hsps £ 5 7 SBMA, fn
Hop 40 AI R HFRE AR BOESHMBNES,. /N
F HspB 8 Wl S iH41 Ml A ME 3R Xt 245 AR BEH A
BB . F % Malik %' % F arimoclomol fE K #h
KREABSN RELsHAKREARE, TR
E W& SBMA %% 95 By it & . Hsps J& SBMA & J%
WHMEERY, WEIRYIT SBMA WE S H 1,
2.3 %RRE

BRXRPERSBMA R WM EEFRHE, AR

- 285 -



Journal of International Neurology and Neurosurgery 2014 ,41(3)

EAR ML FXE T, 7 SBMA 1] LR 4E AR &
HEHEREIHE TR, R KB SBMA /MR 4l
ENEAEKBEF(VEGE) B EAHMEER 1.4
ALK REAR R B N TGFB AT % mRNA /K ¥ £
HARHE TR, FEFHARMRESEE
7E SBMA 41 R B i) B A I8 4k P9 W7 L5 fL BB 7 CBP
( CREB-binding protein) 584F AR EHHRER,&X
AR BHESHZFET EAE FHEEIER S F A
Mo R AK¥. 55 5h, 5% AR ZH H & mi 2 microR-
NA (miRNA) # K35 , Miyazaki %) 1) F 2 B 05 A
T SBMA /B K BF 4 BK P 500 £ 5 miRNA )%
B, R K SBMA /NRAANAS FmiRNA Rk B B
AR ER, PR AR MR, BT
BB AR M I8 I SBMA (57 B 3%,
2.4 HRREREBN

RREEOREEHR SBMA ZR LG P
BEEFHEZ —o B R b ( phosphorylation ) | Z Bt ¢
(acetylation ) | 3§ ¥Z & 4k ( sumoylation ) £ ¥ R 5 &
WY REY AR BEAMREHMNEERY,
2.4.1 A& it  MAPK( the mitogen-activated protein
kinase ) #1 PI3K ( phosphatidyl -inositol 3 -kinase ) / Akt
FoEBE AR EARALEN B EENWHE
Bo A AR | HBIE p 44/42 MAPK {5 5 i@ B,
HuFZMS14 A EBRIAE T B F IR caspase
3RS, BM AR EAARAREEA R, M
R.BESREKREF 1(IGF 1) /8 B ¥ B8 (Ak) ¥
H AR EH2ER215/792 i A WBERALNES
TEORBEBREE, HBXRT AR EONE
W, BRI B . BB AR AL 18 1 oY B SR F
AR RATREBAMK, M IGF 1 FEBAIBIT
SBMA WEEF B ",
2.4.2 @i EW AR EHBEE 630/632/
633 (i HARZEBE¥BE p 300, P/CAF ( p300/
CBP-associated factor ) #{ TIF 60 ( tat-interactive
protein ) YE ] J5 &K 4 Z BEAL , WT 8 19 AR ¥ 5%, 3 38
AR BHWE ., AR LI, SBMA 41 U1K B o 58
% AR BH 2 IEE ZBARSE", Montie %™
FISIRT | %4 AR EEB O BifL/G, RZ AR &
HRREERAMARFEEHBER, TR AR BEO4H
MEHESHIBLBHLEME,
2.4.3 RzARh FHBELRZEAMRNEEZRE
WHFSEAXNESHNIE, EH AR EH N-K
Y G5 M IR K 3887521 i AR RS T B B A

AR BHTEME, 7£ SBMA R MR FRE AR B
MAZ R BERM AR BARE"  AEH
OB R, REEARZRLEHERER
— BRI k.
2.5 ZRU-BEOHBEABRGETWL

ZE 4% - G %% % 4 (ubiquitin-proteasome
system, UPS) REMARRNBEEOEBHNEER
Z”, ERMELHLEMEAR(ZERESR E1-
CREAMER-ZREREBE)BREZEMLE
H.ME2260 S EOME, BRZEEOMEKE,
MER UPS EREONEINIR. EHETRAF
FEARRSAGEEL -BARBAE™ . B
BEAMRMEEIER, 7€ SBMA A W& A
UL2H B UPS 395 i 2 Fh ) SRR B , UPS & ##% 68 J71 A
BETH  MERXRTAREASESSZHELT UPS &
MRS, 6 UPS &b F @ARE™ , RA S AR
EARBRUIERIE. AREHRBAEBEMERY
Rk AR BN S —EEERRE, PIE KH HspB
81" J 4 2B 1 L Z Bt B8 - 6 (HDAC 6) ™ 25 7] 4 3%
MM B BRRE , AT R X R AR EANBE RN
R, UPSHIARAFRAR EOAREFRENEER
B, hEEmEASETHERMAR EANARE
P, XK R IR YT SBMA i T M Z—o
2.6 ZHENERGRELEH

7E SBMA /MR B MK A F EHRE AR HH
T B ) 8 7 R e Sk i R BT o AR
BAAKBRG, ERGARATREEETENAE
e ANEENEEXIRL, URATCHESEE
o FR 43 55 48 B ( {1 caspase 3 | caspase 9 %) 7K I i 1
B o caspase 3 BUMRE AR A4 M N-Z R
REBBERBRLEETAEERKEERERY
HRENE.JIIR-RIARERFE, ERAEHR
BT, 545b, 7 SBMA /MR ERBLEA AR B/ W
#l T PGC-1 ( proxisome proliferator-actived receptor gam-
ma co-activator~-1 ) & SOD2 ( mitochondrion superoxide
dismutase ) F) ¥ 5%, PGC-1 RANTARKKMHXED
WEEHZE T, ZWE N KT EE, SOD2 &) ]
I 248 5 SRE 1K 1 48 A B B, 3 A 2R 4 R B T8
H,ERMBEAT™ . R4 AR BEBRGRAIKL, &
MAKREEAWES BRARMT. KBERG
AIRER SBMA Rl EER S MEAHR LA
LMtk DNA #1455 5 CAG ¥ B ZMFE-EW R
B, FLTTAE A h M R PR MR IR AR T
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2.7 WMREHER

EFHRZAEMETHRBULEFNEER
B, ZERERTHERPEAESHREHER
FX, 7ESBMA /MR K HBEANT R KREHE
HERRMENRRE, RBEWFF 04, XL
FERSHBEMKRGHEERET , BHEE
Bepih Z MR 3N E B 1 (dynactin 1) mRNA 7K
TR, REARBEAMF THAEA 1 WER,
FEAGHETTHREHER MEX - PHRE
B3 Fh 40 80 7E SBMA ¥ %% 2 81 BV 1T oy B, 48P0 A B
EWITE ME T B S kMR RER
2 SBMA ZRMEERE. £HFIINARE AR
FEH IS JNK (Jun N-terminal kinase ) 1% 1%, {€ #f
kinesin-1 BSR4k, , 3 W 30 &l kinesin-1 5 5 M S WIE
P, B AR B %S R, (H G 4 Sk Malik
%10V i 1 % AU BF A R A 4 5T K SBMA /) B £
TR EMBAESMANREZIRBEETHE E
FOBMRCHERS SBMA MRS ZEFBA LK
BB 2R, Bh 22 15 i B 5% 72 SBMA & 9 P11 89 4E
MEFFE—-ZHTR,
3 NG

G ERTR,SBMA AWK+ E %, BF R
E—PHA, REARBEAEWEEERAULKIER
AR B HHZhREBR K 7T BE 2 51 2 SBMA I BR AE IR A9
FTEFRE BRTALZMEXERRES 5K KH
B.BRERMETHERN HEEFREFHRZ.
MEHEREERTRSSHKDP, B THAMRA
HJT SBMA F% B 3259 , X H & pl il B9 B 5T
¥R FHRABIRIT SBMA 24 EE F 19,
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