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AAEL, BHESE BEBRAERABOFHSE) —FBamo I Mo tF i T TR
D% TRLHK (1897), HE)Il (1953) 25 TPEVEEHEEAHGN TR L A ETTPERRARIE ) L L TREL
TR AFERE, BIRETEO R A E T 2EBTH S, LU ED B, Magee (1960) 7 [familial
progressive bulbar-spinal muscular atrophy ], Kennedy & (1968) 2% [progressive proximal spinal and bulbar mus-
cular atrophy of late onset] D#FFTHE L, BOKTIL [Kennedy disease] & L CHIL LD, T, X Hufh
R (Xql1-q12) Eo7 v F a7 v 2544k (AR) BIETHO CAGHE D R LEFIZ 38 LA E (EH 129~
36) ICRWIERT % &, KRS0 MOEE) = - — v v MR NIC AR 2 v 8 7 HORFEREY
RIZENHMIL, BV 7Ax 3 VO 1HEIRD, fIRERDI OIS SIHENFAEL, Paéo (3
B=a—vvii] &35 L 3FYTIERRV.

LR ENE, BRSO B, FA5, P 7o & oubigtERom, 256, SiEdEm 2 s s
T2 425 E 3O NBHI A L, BEMOBRE S TR 2 RKEERE & L Clid L (BFaEE
sk, 1897; 16: 3-7).

2. EZ W, EGAESIH, A1 KR 6RO IEMICID & X uafkit it s
P8 & LT GRIETHMERE. 1953;28: 116-125). K EEKERIY, AFKREIELCTHE, 3HIOHZEH DY
B %’ L7z (Folia Psychiatr Neurol Jpn. 1957; 1(Suppl 1); 26-27, 102-104, Fig. 57). PiEH#EN 513, 2
KRwd Ui (BRARE 1965; 5: 312).

3. FEHBHMEFRRAE B o ILARBRE Bk, TR MR RS O TR, IR A 8RRk o T %
L7c 2EBI 23S Ul (REHEH:. 1975; 19: 172-181). [ —E8 S 1%, WEIEMRE e & A B i
DD S o RIS 2 s Ui (FRRAIR. 1981; 21: 228-233). SFINIEE O, M M
FEAE oM, REIE, MEOBREETAR LT, HREFE—EE = — oy RS ROE
PEadd Lic (BIRMRE 1988; 28: 1131-1136). HLATLICH 1k, 3 HIHI & 6 Bl o A= Bk RS it & 4
AL, BHieR, B, R0 PSR = 2 —a v BNz, KEEMOH - KERK = 2 —
v v BB ER OB AR Uz (Brain. 1989; 112: 209-232).

4. WHWRESE - w1953, BE) X VEALFLE Rk, 1WA DS (1975, Eid) (& ALALE O3 TR
Hrestradiol D EE A A Uiz, WIS, 1, JRATD testosterone 23X FE & fi, LH, FSH b SETH
BT EMD, BHET D e EREIMEROAIHE TR, WL L TR/ homELRE L (BIK
FHIK. 1984; 24: 925-929). #AILH X, AT v N v & ¥ &L % ¥ fluoxymesterone $5£-5-1 testosterone
LH, FSH OMHENEETH D, testosterone & FSHZNCAGD V ¥ — M EHBIL, KMOENSE
X3 % androgen fEH OFEEDMEAE L, THh & androgen ZAMAEIZTHDIER L7z CAG &£ DR# %
#2517z (J Neurol Sci. 1994; 121: 167-171).

5. AT BE O FHIE, 21 KR 26 IR TR 70 CAG DERZTEWI L, CAG D
LIRS, BIEEE & B BItREE & & &3 L7z (Ann Neurol. 1992; 32: 707-710). JEIZ5AW] 13,
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AIEDBETHEA Y ARIER L, SE L ORHOMEROM (—HBEME) Wick AfkaEl
25, HINSE & b I W HERERE S 4 2 W] L 72, (Hum Mol Genet. 2001; 10: 1039-1048).

6. FWERE : BFEAEIR O, Bk s v A3 %5 LHRH 7 7 2 7" 0 leuprorelin & AHE € 7 v
vy AES L, BHEE = 2 — 0 Y OBNICERE R AR BNER, EEFRESBINCEE TS
LRI L, AIEBREHIEOE 2 i\ 7o (Nat Med. 2003; 9: 768-773). YWEFIEE, BFEF 1%, leuprorelin
DRV HRE, EERIERE, POEEREBR OB, 1 HBGTOE T AR O RERNE Ao EH,
RETAW L, AEHOLAEMEZ M LI (Ann Neurol. 2009; 65: 140-150). f&aGE, WK H1x, &K
HOBBT X D EIIER O AEITCMHE TR X MR RIENEFCHIEI S 2 &R L
(J Neurol Neurosurg Psychiatry. 2017; 88: 1026-1032).
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