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IFEME GH BRIE DK 50% 12, cAMP-protein kinase A (PKA) ¥ 27 FNV%EJut$ % Gsa BEInT
(GNASI) OFRMIBHEGRELERARO 5 s 2 &%, McCune-Albright JEfERIZB1) 2 GNASI
TN A 7EH R, Carney complex (BT % Protein kinase A type I regulatory subunit a
(PRKARIA) DORMIREHATFACER OS2 5, GH BEAMROEELIZB VT cAMP-PKA ¥ 7
FIVOZBERETOEEN G LREIBESIND, PKA-cAMP ¥ 7 F Vi bR EE 4T 5
LR IZ1Z, PKA @ 2 fiofifiiy 7 2= v b (catalytic subunit a (PRKACA), 19p13.12;
catalytic subunit f (PRKACB), 1p31.1) ®ZYRIZ X 2R 7 2= v b H 5 OBl 28 fn 1B i
WX B BF AL, Gs Bl G A E A ZHE (GPCR) OFKGEHEALZ ENEZ b b, K,
Cushing JEMERE % 7R 3 BB B B S5 2 BV T PREKACA @ p.L206R OIFHEALE RSO Sz -2,
F 72, FIFERERN R EGEREFNIC BT Xq26.3 HIRO Mt EEIRDO 6N b 2 8, 612
IFENE GH BEA IR IC BT ARFIRICHIE L Gs B GPCR & 2 b GPRIOI 2 p. E308D 4
Nl LR DFEDO 5B Z LG S 7z o,

AR B W CIE, I GH EARIEIC BT 5 cAMP-PKA ¥ 7 F VRFE A5 &I F
PRKACA. PRKACB. GPRIOI DIFHALER OG- 2W S22 52 L2 HINET %o

MERFHE
1. $RFEYE GH BRI 350 5 PRKACA. PRKACB. GPRIOI. GNASI DZE¥ii

IFEME GH B ZEBRIE O SO RIS, 77/ 2 DNA 25312 X Vil L7ze PRKACA BX O
PRKACB @ F ¥ 206, GPRIOI ® 3 F ¥ 308, GNASI ® 3 F > 201 3 X U 227 DFMIBAER O
I 2 IR LR DL E DS X 0 AT L 720 PCR BRI WK @IZF D7 T 4 v —id, PRKACA
D3 F 206 D% EEH I forward: 5-GTTTCTGACGGCTGGACTG-3* B & U reverse:
5-AGTCCACGGCCTTGTTGTTGTAG-3'. PRKACB ® 2 ¥ » 206 @ % 5 f# H7 1 forward:
5-AAACTTTCAACGTAGGTGCAAT-3 B X Ureverse: 5-CAAAAGTCCATAGGGATGCATGT-3,
GPRIOI ® 2 ¥ ¥ 308 ZHfEHTIC forward: 5-TGCCCTTCATCGTCATTCCA-3 B & U reverse:
5-GGTTGCTGTTGCTGTTACGA-3' GNASI ®» =2 F » 201 & % f# # 2. forward:
5-GGCAATTATTACTGTTTCGGTTGGC3 B & U reverse: 5-GACTGGGGTGAATGTCAAGAAACC3,
a F > 227 % B E T IC forward: 5-TTCTTGACATTCACCCCAGTCC-3 B & U reverse:
5-CTAACAACACAGAAGCAAAGCG-3'. GPRIOI ®» 2 F ¥ 308 % $ f# #7 |2 forward:
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5-TGCCCTTCATCGTCATTCCA-3' B & U reverse: 5-GGTTGCTGTTGCTGTTACGA-3® ZZh
ZHH 720 4% PCR EY % EHARAERY T 12 & 0 T L7z,
2. GH EEMIEICE )5 PREKACA 3 X T° GPRIOI D814 TR D 4 1%

GPRI101 ®7% 7 X a2 ¥ =Kok ix, TagMan Copy Number Assays (Applied Biosystems)
(GPR101, Hs01730605_cn) THial L 720 X B {Z 1 & L CTALB (4q133). TERT (5p15.3).
RNASEI (14ql1.2) @ 3fo@fa a2 vz, F72.0 I GH EARED A% 597, KFEMEICH
SE L7z GH BEABREICOWTOMET L72o PRKACA IZBLTIE=27 Y~ 1, 8, 10 D 32 FricBw
TTIA4~—ty F2&EL. 7/ 2L DNA 23Rl & L TERN PCR #1475 72,

R
1. PRKACA 3 &' PRKACB ® 2 ¥ ¥ 206 DHHIRER OB

PRKACA 122WT 436, PRKACB 122\ Cld 33 BIOAGE: GH AR 12 B 1) 5 ZE R oA it
MG L7225 3 N2 206 B L OMLOREATICER 2RO b5 72,
2. GPRI0I ® p.E308D #AHiIE R DRBET

IV GH e E 39 B2 3BTy GPRIOI @3 F > 308 3B X OB ICE R 2 80 7 h o 720
3. GNASI ® 2 F ¥ 201 ¥ X O 227 OFHIE RoBG)

FEVE GH pEAERRAE 40 BlICB VT, p.R201C (6 B1). p.Q227R (1 #1). p.Q227L (1 #1) @ 8
(20%) 12 GNASI OIGFHALE R % B 72,
4. PRKACA D% ) 5 a ¥ =B

11 BloMFEYE GH A BRIE % 3 R 12, PRKACA DR 5 58180 3 2 HiZ2 W TER PCR #17
VW, I —EERE Lz SEADY 2 A DNA 28 LW 28D, BREAIC X - T
HROESDEDPHEL/e L LA S, 3PFTT XTOMMENCTF /) A OBN %R L7z Pl
FRBO LN Do 72,
5. BRAFEERIORIEYE GH #ERIEICE) 5 GPRIOI @ 2 € =B ORKH

B N FEAERI O GH PEAE AR 7 B2 BTy GPRIOI $30 7 7 2 a2 ¥ =B OB 5
Nhrolz,

Z=

ACTH KA v ¥ v ZHEBRICB W T, PRKACA Ein T OERMIEZE R B BIED b1
TWw5 02, F7-mMERIE SIEBIERNC B W T, PRKACA % &4 19 Yot ki isio 7 7 & DNA
RN O AR AL S 7z 99, F 72 Carney complex 27”3 1 ERICB VT, PRKACB HHI%
DOIEHILYED DNA BlE (315) 2o o5hTwd 9, LLEO#HEN S, cAMP-PKA ¥ 7 F IV
PSS % GH EEABIEICB VT, 25 OBETOARMKEE RSP 2 ¥ —HoMiE)s
51L9 20 F2nboifnT 2ty GNASI ZRzAET % 005 L7z,

PKA @ 2 0o0fitifEH72=> ., PRKACA ¥ PRKACB DWW N LY 7122 L s
ORI ZER 2RO B o7z ZORBRBEREOHE LD —H L7727, 720 PRKACA D

— 158 —



No.39 2015

B 5 2 AR THIRIERD SN ho7ze 720 GNASI 2513 20% O GH pEABRIEIZFRD Sz,

R R NEE NE 13 BlOMA T, Xq263 #IROBM/NEBEIRE I N9, ZDH)H 4460i%2
RROBEHETH Y IBNIIMFIEBI TH - 720 FFAIAEET 2 EIZTOH b, G HEVE LK Z
BT 3 — N5 GPRIOI O ADEZE O T HAMARNES CHEFIFEB L, IMFETE GH A RIE O —F#BIC
GPRI101 OfFMIlZR (pE30BD) 25D BN TWAH, L LAadsS, A 2ME L#PHIZB W T
(EINFENE GH BEAEME |2 GPRIOI OBMIBARIZAD Lholze S HIT, MOWHE 2 I2BWTH
BRIZBOON NI & L), IFEM GH s AENE DL LIC GPRIOI ZE53BS- L TW i Wil hE
PEDIE

Do RA 5, MM GH AR OERLIC BT, cAMP-PKA ¥ 7 F VREDPHG S 2
DX GNASI ZROALEZ b7 (K1),

=i RAFSRER O KIEME GH #EAMIEIZ351F 5 GPRIOI © ) 523 ¥ — KON % RD %5 h 5
722X, ZoF 7 AaE—EKoRIE 5 LT IEREO/NRE ANEIZBRE S S T REIED R V.
RESSHERVRNEE EICB W TR, —#BIC GH Ao MIER (125%) & 25 W Id#EEK & GH #EA:
BRIEASHAE LT B8 (125%) 2538 Hivb 9, Carney complex X GNASI OEH A 7 PEiGE
1bZF %43 % McCune-Albright SEERED T HAMESF 2B WTH GHMREAE T4 2 &
5. FFSRERNBE AJE X Carney complex. McCune-Albright SEfERE & FARIZ, cAMP-PKA ¥
TFNVEEENLUTRIET 2 WHEESD ). SHROMEPLETH S,

3CHk
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