BRARNVE Y (GH) BEAEMIEIC BT 2 HEHHE =R E O

EERFRFEBEANN ZNA FH 4 T2 ARG FHEBEESE 5 ABE
EERRERFBEAN AN FH 4 L0 AMERS TEEEGET  SHRE
BERFRFEEANNANA F Y4 L2 ARG FREEEGE KERT
WRERFERFEEANZINA F 34 2 AR NERBEE 5 EHER

IROFRBEN T > & — B T REESE IIHIE=S

3L BIC

REHICERERIVEY (GH) EAREZRIHEEL LT, Z2RUENGWEEE 18 (MEN]) B
LU —=—BEHPHE SN, TNENOBFENBEET311q13IC AL E§ 5 MENLE(E . 17q22-24
\ZfLEd Stype Ia regulatory subunit (RIa) of adenosine 3’, 5’-cyclic monophosphate
(cAMP) -dependent protein kinase (PKA; PRKARIA) THAZ EDHLMIZENT WS,
MENIZER370% U EOMENIK R T, PRKARIAZRIIFI60%D H — = —HERIIBD BN S,
M & HMMHELEL & LTERT %,

KIEBGHEABRE I, ZARNIDL LD 2HDERERIED 5V ITE NEDRIE % 78D 5 2%,
A —Z—HERRPMENIOEREE B 2 WERB L EHRIND, I TITHS0RRAHME S h, #i
FEWERERIEICHN, HETRELEMNMEZRT I LBV, REDOHRHE L TREFIE LT
EDBBITOND, 20069E, 74 ¥ T ¥ FORKEEGHEABRERROMHTIC L Y FEKR BRI G0k
11q13.312f7 8§ S aryl hydrocarbon receptor-interacting protein (AIP) (1% XAP2, ARA9) T
b ENHE SN RBEFIIVAIHEES L LTERH L, $50% DK% TAIPRIZTFO
M ZERSBDO LN 5,

FAlE, ThITRIKRICBVTAIPOEMRAR & 2 OGHEARIEIZ 51T % FBEEFHED
AT uEEHOHE (LOH) Z#HRL72Y. AR, EAEIIBIT 2 REMGHEAREDKRD ©
5 KD AIPERIEF#NT B L WMENL#&{AF. PRKARIABIZT. MEN1IBIOBERIZARDZD S
o2 EDBHLME %o lzp27v@int (CDKNIB) OFENTIZE Y. REMWICHIES 5 GHE A RIS
DIEFALF 2 M52 L2 HMET 5,

ERH SUHRFE

1. RIEVEGHEABRIESR R

RRERALEFERL Y —D3FKFR (RR1 B BmERE. B, 7ussF/—< ;K%
2 D W, BEEKAE. 3. GImEKIE ; F5% 3 M. KWmE KA. Bk BWEKIE) V. WERKE
LIIREERFEL Yy —D 1 KK (R4 i, EANE. &k EAE) 9 FEBELHRHERO 1K
F (KRS R BWMEKRE. XRZ. EWEKE. =&, BWEKE) 222w T, AIPEIET
B X U'MENIL. PRKARIA, p27° &5 ORMBERZRF L. WThORROBVWTHH—=
—MERDIERTH 5 M aRLAE. BFRE, OMBE, FRtaRZEalBaEmtRes,. #
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WIS ZRED LTV FR5ICB VT, RLIIEFEMER FIRIRERETEEL, XK IHE
Mgz &0 L T 5,

2. HILEKA 507 ) ADNAHIH B X WWAIP. PRKARIA. p27 85T H 75 4 < —

77 ADNAOHIMIZEEIZE o 720 AIPRIZFIRNTHI 7 7 4 <~ — BBERICHEV, 5D 7I7M4 <
—RT7EHOT, I—=FA Y FHEBEBIP 7YY - A Vb U BERBEZ SO THIELZY, &5
2. AIPEIZFOTOE—F —H50RBETFRINEZRELL (774 < —EERY F: 5-
CTCTGCAGTGCTGTTATATTCC-3 ; R: 5-CAGAAGCCAAAAGGGACTGAG-3' ; PCREWY
4 X 256bp). ¥ 72MENI, PRKARIAB X Up275EfnTizonTdh., Thzhi2f», 12 B
L3 DT FTAT—RTEHTHEL 7,

3. MEFEEHIE
ZPCRMEY) % ExoSAP-ITMLBES, G IR B E RIS X b HEECH) 2 g L7z,

4. KRR F IR RETCERE R RIC BT 5 p27r @ {5 T-AT

KRR F RS RETCERE IMEN1O BRI O W R D 50 £ 2T FKIERVERI P IR E UM
9 RKRY IOV p27 e (Z T REERFT Lze ThHDOFRARTIE, MENLEIE T, RKEMHK
AN LREE ANV AMIEDRFBIETF THE AN T ARZWUZEREIZTF (CASR) B
X ORI HUIRBR B RETUHEE — SN AE B RE (HPT-JT) OB KNEET THSHRPT2OERIZEDOI
Lotz

BR
1. FEMCGHEARERRIZH T 2 AIPRIE T O E R

5RRIZBVT, AIPRIZTFOI—F 1 ¥ VHEBICKHRERIIED Shidro/. AIPERIETO
THE—F —EHUOBETENICOVTRF LAZL IS, R 4ITBWTC-270-269CG>AAL L U
CO11G>AD %A Lz BTz ZOTUE— Y —FOBIZFEIIE, HRAAZ Y Fr— V7871213
B BN h o7,
2. KIEMEGHEAERERRICBI) 5 MENI, PRKARIA, p27i#{nT OHINE R

5 %K% & BICMENI., PRKARIA, p27#{nT ORMRZERIED Sk ol
3. KIRMERFARBRBERETCERER R BT B p27fi T FRHT

9 RROFEVER HRBRBERE U HEAERE 512 BT % p27r B in F OEMRRERIZZBD S h o7z,
1 KFRIZBWTc.165A>G (alanine to alanine) (NCBIl reference SNP ID number rs16908375) @
—ERL R AR L 72

ZR
7409 FOTZNV—TIZ& Y, pituitary adenoma predisposition (PAP) &S hi-HRA
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(WM CGHPEANRIE, GH - PRLEEAEIRIES & OPRLAEAMRIE 2 K723 25, KWiREREZIRTH M,
REBIZ, XD LB EN TV ARKEECHEARE L F—Th 2 HEIE V) BV T,
AIPEIETFICQUXDF v v ZAERBRBO ORIV, TOERIFRNOBEANCIIAD ST,
TERAREZ AT 2IERICOARED B,

bz, RPECBTAEENCGHELRED 1 RRIIBWTAIPEEFORNELLEZ 25T
¢.286-287delGTO ML R % B 722, RRRIIBITS 2 00OEE 3 IZAIPORMFEZE R L LOH
FRDOOLNDZ D, AIPORREHELD, ARRICBITH2CHEABEOREICHE L TWb LE
ZAoNb, LPLuAL, BIDSKRICOWVWTIE, AIPEIZTOI—F 1 ¥ 7 HBORKHRER
BREDONLE»oT2, EHIT, TUE—Y —HH5OWMERINERFT LA, 1 KFKIZC-270-
269CG>AAB LU CIIG>ADEAL & BD 2o RBETEILIIREHEANTBLICZARD N5

-2l XD, WNEBEET LR L, LR—F—T oL, BFARE BEZTELLE
A3 AH70E—5—DiEME, ZRZENLBEMT 2 LERDH 5,

KRR 2 &AM L. Cip/Kip7 7 3 U —D—D2Tdh 5 p27eL@inT OB LM oML %
25, MENBRERBE (RS aMiaiE,. & FREE, FRBCHMREIE. s h vy 7)) +—=,
BN, AN 2RT Ty FORKICED LN, TOREEZITF T, p27vgin
F OB ZE R, MEN1OWAL L £ 2 515 ¢ bParathyroid/Pituitary variant of MEN1 ( F#
RBRIE, BIFRIRIRIES., #VF A4 F, MEBHRVELZEZMES) O2RKRCED LD LoH
Hahiow, MENIR E MEN2BRIDIR GBI Z R TR RS 1E. 7 MIBETHEREO Y -2 b
p27 e E LT EROWREMATRIE SNz 22T RR5 2ACREMGHEEBRED 5 KRB IV
FM B AR U E 2R T 9 RRICOWTHET L7228, p27oetfmT- O RMBER IR 5
N doz,

DAl RIEVEGHREERE 5 KRBV TAIPRIZTFI—F 4 ¥ VHBORMRAERIIED Sk
Motz & HICMENIEIZF. PRKARIABIEZ Y. p27vBInfWiNOERIBDOLNLE N &h
O\ MO BEETFEACD RN GHE AR BT AE & B LTV 5 W REMEASE V.
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