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Adenoma: A distinct Entity different from Multiple Endocrine
Neoplasia. .
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Familial Hyperparathyroidism (FHPT) Z& M0 LR /IMEEERETTHERE T, BREAEEERLGOBRE L 5,
FHPT 2 31 FHUNSWEEE 1 2 (MEN 1) 25 0, 2)MEN 225 &0, Q)FKEME LE/MEBERE (%
FtE), ORBEME EE/IMEARRE (AN, OFEE %20 2R L/MERE (HPT-JT) o 5 BHEsIkE S
Tw3, ZOWN, (DMEN1 £7213@2)MEN 2 25 b O 2L TR FEREEFPRE SN TWS (MEN 13#1E
FB IV RET BIET), 7, G)HPT-JT OFFERLEFIE 1 FRAKECHFLET 5 2 EMEHAI A TS, Big, K
3T, VFRIEM F R /IMEBRTERORZ T MEN 1&{EF O germline mutation 2FE I NI OBHFEINTED, Z
DFEBO—FIZMEN 1 OFER TR EVAEFZ LN TV S, —7, QFEWE LR/ IMABREOFRIZHEERHTH 2,
MEN 1, MEN 2, % Wwix HPT-JT O®E#HZDh, HE0E, IS LM LERZO»D ERHMIZEN
Tk, 22T, Had, 3HRICHE > THEAEOBRE L 2 ER/MOESRETEEZHRELL IRREHAVWT IO
MEEREL 72,

(HEkie & TN B
KIEME L R/MERIE 1 RARD A =T A (3HERich7zD 4 AORBEEEZE L) 2XRE LT

1. ZHOREBEZEOBEAL 7 EE/MEL DB DNA % v T X ek phosphoglycerate kinase (PGK) gene & %
i androgen recepter (AR) gene O% It % F| L 7z Clonality Assay #1T- 7z, MR L 7z b E/IMARRIE X
(n=2) 39T monoclonal TH->7-DT, ZHdDKFEEITBEIEK (polyclonal) Tk IR EE 2 sht,

2. MEN 2 0 ERBEEFIZ10ERAML Ficdb 2 RET proto-oncogene DB RRERTH DL, B2 ONRE LItKR
DWERFZOHIMNEK DNA 12 8T PET proto-oncogene @ exonl0, exonll, exonl6 IZEE A 72> Z & % RNase
protection assay I X DEHS Mz Lz,

3. MEN 10ENEEGFRIEROEER LICMIEL, 10D exon 2 & A610ED T 2  Bhdk b5 /X7
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(menin) % 7 — F LT W ABIMEHEEFTH 5, £RI3 frameshift, non-sense, missense, deletion % ¥ % #H
OERM, MEN 1 BEFLECOE->TROSNEY b ARy MLV, BEFOHMEKDNA ZHVT,
Exon2~10 % PCR TH4ig direct sequence IZ & > TERDEFEEFH 7245 MEN 1#E{EZF1Z germline mutation
WD SN o Tee MEN 158{ZF O benign polymorphysm (D418D {GAC/GATY}) %FIFA L THRARME
EfTolz v 5, BEEN MEN 1EET L cosegregate L TWRWI MRS N LR 5Tz, LE/AIMERE n=
) BWTIE MEN 1 #ETFOWMT VIVHBRES TR,

4. HPT-JT ©EREE T3 microsatellite markers % fiv>7zlinkage analysis T 1q21-g31 25 H % 2 & DG
EhTwd, AUAKRTRE LI & 25, 1q21-q31 L ARRBIEH L Db o7,

(k4]

KRR AMAIREEIC 1, MEN 138f5F O germline mutation &7 < & D BT T cosegregate L& > 72D
T, MEN I &ETHERBETF L IEEZ Sk, & 512, RET proto-oncogene d mutation & 7 <, 1 # chromo-
some IC bEEE L »o72DTMEN 2 &b, HPT-JT & bHIORB LFEwmI iz,

DlEOREE LD, FREEEE/MERE CEFEM) 13X MEN 1, MEN 2, HPT-JT LRG3 MIUEETH S Z 88

HEL T2,

HRYBEORERNESF

St B /IMEIRIE (%) (FHPT-adenoma) 1 ER/IME 1 BRO AHMEKR U b B/IMEBERETTHERE 23 H e ik E
HEET AHBERERTH D, JOKREBELSHEENFWESE (MEN 1, MEN 2) KU, SEEEH#-> 2FKK
M FRE/MEBREE (FHPT-JT) Y OBBRERETHTH Y, EEOFEEERSHILII AT o7z, £ I TFHPT
-adenoma D 1 KH %AW T I DEEERKE L7,

FHPT-adenoma 2 X, MEN I1#{ZF® germline mutation (37 { b DEEHMENT T cosegregate LL -7 DT,
MEN 1 BEFREREET EWE L >N, & 512, PET proto-oncogene @ mutation & 7% <, 1 # chromosome
WHESH LoD TMEN 2 &b, FHPT-JT & b RIOEB EFERS NI,

PED#ER XY, FHPT-adenoma it MEN 1, MEN 2, HPT-JT t B3R L 2 HIUKEBRTH 2 I L 2V TEEHAL,
ZOERBD entity ZHEI LTz o TCZOMIITEMICET 20D ERD 5,
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