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Fe AL 2B ( lysine-specific demethylase 2B, KDM2B) .
KDM2A X F 2} Jhdmla Ndy2 ,FBXL11, & 1162 4~
RILTR B AL, A 70 1 i O 132 kDa, g5 14 S
KA FYefa & 11q13.2; KDM2B X # & Jhdmlb |
Ndy1 \FBXL10, {5 1336 /> 2 3 W2 5k 3, A X 73 +
B hE Oy 152 kDa, H 4 % 5 B 7 T 4 6 1K 12q
24.31" . KDM2 9 N S {5 X £ % % 4 D45
3, : O Jumonji C ( JmjC ) &5 /4 30, 7 o — B % — /R Al
Wk B 1 T (R R & R 25 RS @44
( CXXC Zinc finger, CXXC-ZnF ) 45 148 , ¥ #25 KDM2
WU 25 G R B B AR 8 1 1 )3 ) 7 X CpG RUR% 1
i ( cytosine/ guanine dinucleotides, CpG) &' ; @ 4
Y [a] J5 25 4 3B ( plant homeodomain, PHD ), & 37
KDM2 JU3I BN RT3 @F — 8 11 (F-Box) %y
W, 5 S - W EF CBE 8 1 1 ( S-Phase kinase associ-
ated protein 1, SKP1 ) %% & J& i SKP1-CULLIN-F-
BOX (SCF) & &A™, i C MM A& 6 ~7 M RE
12 ¥ & ¥ 7] ( leucine-rich repeat, LRR ) &5 4 3k , t 52
Wi KDM2 5 & B A 2R B 5455, W5 F-Box 451y
WILTE T SCF & A R W R
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12,1 ;A& a#amEvahiie 48E0BER
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demethylase , KDMs ) 25 ("' . i 2 B2 5% 5% 1 25 1 2%
fRAE i Al /R B F B B B (mel ) | H B4 (me2)
A=W B AR (me3) B, 3 100 1 0 20 25 1 18 i 0
VR Kk ) & 4k PE . Tsukada 2550 F 2006 4F
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17273 %k F W s fk, 5 o5 oo B L B
H3K36me2 f2 I fk B 3 1 48 ', KDM2B if 4y
5 H3K4me3"™ | H3K79me2/3" 4= B 3t Ak 1& i ,
Via i S-SRI N
1.2.2 ZALE5rHhEanziids KDM2 4
fiEE F-box 45493 & E3 312 % 4k % £ Wy i 1 2 4
B Ay, A 45 A E3 12 A B 2 & 1 SKPI
SR Y , B IRYEAZ X1 . KDM2B
Pz Z ALK Y4520 3 H R4 2513 . KDM2B i
Jijff éélﬁi%ﬁﬁﬂ %'JE% Mi(polycomb repression com-
plex, PRC) 1. 1 #5340 & 1 iz R B0, A ek
75 B R TR 1) A s K P o FE IR IR T 4 i, KDM2 B
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Ja &S, MG, PRCL. 1 ¥z 0 T KMt £ A&
B4 H2A [y 119 {3 #i & 8 ( H2AK119ubl) |, 7 %
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248 A6y 0k DR B SR, 4k i R 4 i 3L 3 A i RO R R
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W% 7 KDM2B 24 58748 J5 , E9. 5 W] A UL 21 Ml
JE A P F p19ARF [y 385K 18 3 B, JF 5]k pl
28 b BRIIR] BT A R T B, 5 B0 B AR S B
22 O M AN A, B T i e B L AL R TR Bk 451 RN
R IR RN SET: o 5 — WA 5 2R B, KDM2 A ji
Ao 10 o D 3 3R A A ) R p2 1 Y 4
J 3% 58 . KDM2A e g ) Rl 5|58 /N BRUIR iR AR KR il
M2 T A A B SO L AR/ B R R
YRR, i F ik KDM2 B 38 5 25 5 1L B AH ¢
FE PR 5 3l 5 e 40 BT B 0 2l HE TR IR G A&
B A L R
2.2 KDM2 5 5 £ 40 i &

Jie 5t B 48 Jit 9% ( glioblastoma multiforme , GBM ) J&
I H DL A £ 2 I e R e PR 3R B s T RS
S R ORAESE o WS R B, AR I T A A
R T AR g B R A 3R W a8t AR 08 e s, FT S 3R
GBM 4 Jfg % 42 I 1= P 38 A g . T GBM 240 fifd 1 41K
PUAE T 3 SR T 2% WL 38t 4% 98 4% 43 7 X iR I8 3t
40 26 19 9 7235 5 B 4K ( tumor necrosis factor - re-
lated apoptosis-inducing ligand, TRAIL ) ¥ ¥ 45>,
Kurt 26138 o0 00 i) UST I ORI 40 Jfd 5% () 48 Fib e (5
JoT A6 i il 5 PR & B, KDM2 B & TRAIL 15 5 ] T2 52 if
(R 15 g 2 — o 3 %3k KDM2B A 4l ] TRAIL 5 &
87 I e AR <A B SO S 5/ Rl o SN A
i 5096 440 L i) KDM2 B 2 KA AT & T, BT
e R JBE O 5 B TR A B> G O o DDER UBT
U251 1 R A0 i 2 i KDM2 B, ] 35 240 i )i 3]
AL ) 5 p21 B8R AR cyelin D1
(238, BELH 40 s S JF # ol GBM. 20 g 54 5 . |-k
G5 R $E7n , KDM2B AU B o GBM 36 7 |1 — #f
T TE A 4 T B AR, 8 T BE AR B BRI R 12 T A
e WA i — RO B kR e ™ .
2.3 KDM2 5B /R%EEKR

BT SR 2% VF BR 9% ( Alzheimer * s disease, AD) J& —
ol S Jo A il 22 3R AT MR L REAE R 2 B R O T g
B R, 8% H E e4 (apolipoprotein g4, APOE
g4 ) & HATME — AN AD A& fE B &K o I 4ok
NAhETF AD 5 B R 2 & 1% (single nucleotide
polymorphism , SNP) 3¢ R Iy IEH L . — A K AD
oW 5L AT 50K W, FE R 7 APOE e4 1y AD J&
H AR S A5 B A OC Y B AL b R, H R
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oL M & o & KDM2B ( 1528604990 A1
137955747 ) o H i PR BF 5T R, WS R W AR
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T ] 5 00 150 AR, R p-tauyg, 19 K 35, IF 5 H b
SNP X & o7 55 IR — A2 7 A= & In &L 0, 52 W AD 1)
KT, FE AD Fi 9K 39, KDM2B ) CpG B H1 3% 1k
KOF 5 2 gk TE R ORE BE B OB A £ .
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