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4) FRBREASEENE ) v EORERM G
wr v e (BRAKEL)

A B—-BE F- (@A )
Bl B ¢ A HAR)
£ =9 ( B aza)

WL TR - B FRIRE 478 FlH 0, FOR, F
RIBEZEREM Y v EIZ186), 3.8% %2 H T, #
BeERoRBI D E T, follicular, medium 14, diffuse,
small 3%, diffuse medium 2%, diffuse large 11
#l, Burkitt 1fITH 5. HEEGHEMETH, LHEUET
ERHITIS8~895%, FH 29K TH 1. SERBER
Fi$ 55.3% T, 1987 FELIFIOD 5 FAFE (n=9) 1L 33.3
XTHHOIHL, 1988 FLIFE (n=9) 188.9%+R
ot AFRI O TREBSTEFERA B L, Filt
WATH & FEMITRIE &< Bidin <, BEEIAEF VL0,
LDH @b o, FEREBELHOZZBETTIHALLES
BLLbLDOBTFERRTH- . 2ETIR US WHTH
7 BIEBIEN: S 2H L, ABC HTHI0BAIHR 9HIE Y 5
AV, By v BEBEiT R [HHR] PRIRER
VY AEOFEE, LIRS L, (EERE2 R
TEMCE-TEY, EFE, BFEIBSIMEZ T
ZWIRRETH 5.

5) EEOKMEE A L IR R IR T Ra AR
Bl ﬁUt&Fﬂ

B - |mA EA
%%?F AR - &F F= (REHRTFRED
KE BRE Uh R B

678%, L. 56k L W ERBET SLE OBMITR 7
oA Nk E vBESZITWh, UETERERL
RR. 95F 4 A X b EEHEME AR, EST CT ©ff
HEEOF&EBNRD bR, 5 H20A M AR BEMAE
WTT— B 31~73me/dl T, EMBEOEC 1
VAU VI 10~15 pU/ml & HMHRELZRL, 75¢
OGTT THMmE LRIEET, 1 v 2 ) VIHENNE
ETEIG. RBEREEMRRC T EMERERE T,
6 B4 HXE 1 vRY/—<nREbALIEIRERT
PR BE e L. SNBRIL KR M EERRE T B - 1275,
BEHRPETH A v 2 U vHEBEAREED b h T,

Endocrine granule constituents, Glimelius ¥ i
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— IRt S RO o, SEMlE L D 1 v X ) VERHER
2ET 5 GIP e EOELE v v EADOTEELE
Z, AERBHOTETSHS.

6) B3 7 KLU vEEMAED TrpédArg
Mutation &{K=E, FEHAER, MHE,
HRERE & OB W T

B I FRATEMEABTEESR)

Garvan Institute, St Vin-
g' %\:/Iag?ryison cent Hospital, Sydney, )
’ ustralia

83 7 FL oy vERFE (AR) © DNA %8 (TrpsdArg
Mutation) &EERAY/%F A — % —OBRICOWVWT, 4+ —
A+ FUTO0F L EDOERKE 686 & (K 4294, B
257 %) @ DNA % H\T PCR ¥ THT L.
HE X homozygote mutation 0.4 %, heterozygote
mutation 14.1 % T#& - 7-. T2, heterozygote
mutation (& wild type i, fAE (67.5+12.9 vs
64.1+12.2kg, p=0.03), Body mass index (26.3+4.7
vs 25.1+4.5kg/m?, p=0.03), fRMAME (88.2+13.5
vs 84.1+10.7 mmHg, p=0.01) BAEECEHELRL
fo. BEEIE P SECERY TS, HEELL.
DXA #ic X 5 REIBI 70 ko ACBE S &, B
ENBRBFCHERCEELYR L. IHEHEIERE
CRAOWRELE, BERCEEOERE - SHREHERL
7-. b b B3AR mutation (F, T EWT, &
I, B, SIERXL7obL, IHICAHECLE
B b TS RE I N

7) DIESBOE*E L, BHEELXEH L
Klinefelter fEEFED 1 #
—7 A bAT B VEENEOBRRN—
e ( fﬁ V] ﬂ)
il ®E= (H‘ii‘mﬂﬂ%?ﬁﬁ:)
klinefelter REMERE SR MUE S BRREN AT 5
CERLETALES AT WA, KEMcE LT IS
BRMED & LR, FOREE LT, FHY -+
TEMOE T X 5HER ) #RAKFET S L U7 K E4/
4 PURBEX R, T A b AT u v EREH Triglyceride @
ETHZED LR, TOEF S LT LPL HEi HIGL
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FEhoHEOEENEZ L.

WHEHE QCT 150mg/cm® SETHAED BRI, 5
A bAF e YERECLDBROBMAZDHN S Z LN
B EERTWBE, KEFCEVTUIETEREOME
FEDGEBD Tl h, TAMRAT o vEEEL QCT
139 mg/cm?® LHENDD BN -1,

8) EMEFREB o/ NE o Ll MR &
BRI T -7 161

@A v-E BE
Wl B - RE L2

T IS BRI R B
% & CRE  NERD

FEGNL 3m117 BOFEE bt EaRTHRITEEES.
MMEF o RERRE, BEIEXYAD, RERY
BIHBO & T, BBESCEERERE» il
o, BT 46XX T, SRY gene X3RHBRILH -
7o, WOWERBETE, HMG kU HCG ATTER
BT Ey RU testosterone O FHMNL LN, JRE
LEBOBEREDR . COFEFICX L neurovascu-
larbundle #{R% L, BEEHETIERET 5 BEIZBIN
RUKRBHRM% /T L, RERC ARG L 17 -
fo. BEEMEMCEMNIZIE ovotestis TH -7, SEAL
LFEMERE, BEOBBNETRLBEL, »oNE
ELOBREWCKERABORERALLDEE LD,

9) MM TEAEBESE T AIHERLE VY
W EDOINSE
—EBEERELEERECOVWT—
\& HEF - B ﬁ&*(%f B X ’“:ri’)
[y Fr BAERES B
( A #Z—AHH
(Bt
A%

& B

&T #=
P T BAEEEE CIIEBEE S L T TREBIER
Thaa Lo /METIE GH BiihnEhb. GH
L BBEB OOV TRAOFRB LR Lo TH
&35 [M5] 9. 9% T GH BEEfT-h o &
D B2 (B11K13) 2xHE Lic. BEEIIHEER
SIS, ¥ EEIRE4 6, SUR T/ SEBE4 7,
THRERE 1A TH L. GH BEINC200C B
# (Rx) %17\, GH HBEIMEEOSIERKRT#
Bifwfry, FEAE LT 0.5U/Keg/W ETFELE
2] EREBOERIT IF EEWEED Rx X

26, MEBE1FA) ©, 18EF0OkdicsEr L.
JEB OFT e FEE 3 2 G (RO 1 41, BERUpalE 1 61D
BH, VThLIBHEHFCBEELTREL, 16RFECL
fo. [#3R) GH BEA T - LREBEEOERR VR
W L L, BEHREEE T RETEEH LB
BAEDRLRMLTRE L2 En D, L EREITOR
HEEBRCEABENLELEbN D,

10) EREZ YRR I hE PRL MESH-
7= Cushing & 1 1
el N 4 A N
A B E
I Eem BT BrEAEE—ARD
HF AR ( @ BEepEsASEh

SEM - 854EHE 2 FHIEHS L 0 LT IR A EESE, 89ET
B PRL ME#EHE REFEEL O ARTE =
OE L D BIMEHE. FELRcCEmS RS h 6 £H]
T 7Kg DN, 95F 9 AERBREEOFETARST
I, FMEE, REHENG S HNGWRE®EEDN Dexa
0.5mg MERBTHEavF v —n (F) 8.8ug/dl &
PEl7e < Cushing FEBERERE. TS A 2 HYBIABE.
RepiE# F 152~250 pg/day & &METF, ACTH @
BNEE#H%, MRI T macroadenoma %87 &
75 Cushing fE&2#r L7-. PRL (3##5E 64.3 ng/ml
FEMET TRH #8< 110 ng/ml ¥ TH8N, bromocriptin
HEBT PRL, ACTH &4 HIfl 3 hic. REE&LF
wE CEEc ACTH Miln% B, PRL Mz
— iR T,

Ex: (1) B2EA LSO TIER, B0FE B
BEELTDHEES &\ 5 FERIENT Cushing £
BEORAITMELEbh 3. (2) AEFMIRSHECI
HIRH A EE L Chiari-Frommel fEEREE L2 5,
ACTH « PRL #*& & i BBER+Pr@oHh ACTH -
PRL AREAREOCRK R 1FEEL LT,

1) By v R ErFEREBDbRIRRED 1
&

mE M- A% TR
Al EER - HA B
YN R I
& RiI-HE &

5
%m (BB RFE A
EBlL6omEHIE. BB - REET - TH - B#H
bt LR AR, RRLR - BERETHHR. 0F



