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AR 2). RIS B SR S2 AR R e B 1 i 4
DXk R ACE(RT KMotk Mg, HIE
G S k.
22 ARMIEETG

FER R 2 BV 2 AR o, sk a 3))
T, Ry, KRR AR AR X (LCRs) AT BR 1~ 45 4
P IR LU o R B D e O 45 A e sk
(TFs) >k i3 J&] [ G ¢ i () ml Rtk %1 Js =2 44
FEDR RE U, DR B IR SR s A V(D)) R 2
[EAH FLOGIBE, 0 B I W AN ek PR AR ] B2 A1 ] 1 1
FETOll. TR BRI SG SR Sy SIS ) e s Y
TCAF 5 BOAE Tg A1 TCR F R A AH R A8 o7 ', 2
HIAS R R BE 5 5 S

U TARUER] 1 e s 88 v (e NS TCRB 4%
LD A A A I R R A 0. AR
(7, YR G AR I T 20 A 7 5 1 R 3h 1
(112 509, M R0 52 A4 KL D] e v 25 BRax L6 1 i
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JAE 55 40 B A e P EAGAE G, AR, H3/H4 ¥ Lk
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HR X SESE D] B B RN TE iR A R AR e, ) —
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# pre-B FAS I FE T, K2 IL-TR (5528 vy
FED B SR K P 5 Gt i o] B PR () BRI, [
FE, 75 T 40\ DN [i) DP #6480, VB F Bt Ll
E WL 5% 21 £ Wk Ab gk > B0, BRTAT, I AN T A W Lk
HATSs F HDAC '3 T HuJsi 52 A3 R A | e Ak ik
BMEAE. LB ER WK RJE 3 71X 5k HAT
SEYIMALRE, B0 P300 5 PDRI (K454 s>
CBP J PCAF 4540, Ay HAT 549 1414y
P 33 H3 K He R B LA R R A
HERRHES A B R AR, BRI RETE — A i
(VK 72 1 5 A B 06 L (1) e 8 J T I 53 5 AR, [
Ik, AHEAMCBAR TR S SRR LAY, 5%
BRSO, o T A T R ) TR
3.2.2 H3-K9 HHAk. H3-K9 iRk & S8 %
(12 s T RIS, T PR PR R B 5 SR DN SRk
(00 I B NN [ ) % B AR ) S OGP, H3-K9 (1)
U 3 A0 A4S i £ 5 2 HMTs (41 85 (A H L 54 B i)
G9a Fl GLP AL 5E e, = BEA3 A AE 3 4 6o iR Sl
P S5 e € 5 P B P 0 6 R R T H3-K9 1) =
H R4k 1 Suv39hl F1 Suv39h2 {4k, 3404 7 %,
TS e o i, LR H3-K9 5 — B e
M A TS E R R A XREEY
T2 E AT chromodomain, HE W HI I J&) 30 1 44 4 )5t
1SS

T AN TR R R RE DR e AN R A H3-K9TK &
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st i, vy BRI H A VR R v )
H3-K9 X BEAGAE U, 5 69 i 200 i 0 S bk 2 40 i
t, H3-K9 =i 5L, TTE pro-B 4 iy hix—[X
1) H3-KO ik F AL I FL i B 4 K. 7 pro-B
AMfart, AP RM Vi 7 BUX H3-K9 25 FEARAK
#iT PAXS [RIE. Bk, PAXS AUl IgH JE
[A] JAE K- B 125 s % (contraction) K 1 1 V(D)J 414,
M BE M o AR e T B M T s B AL ] k. AR
1M, Vy—DyJy B4 B R 7 P 3 F A 5 H3-K9
BB OC, B Vi i BOMESE R T &AL
J FEZL AN pre-B 40 f A7 TH CRAFAR L2,
FIAR A B AR, H3-K9 L S
FYIE ] S PEZ RO R C 2 7E TCRB AR K e
L B . Osipovich 2™ WF 7R BL, B A7 4E
hREYERT ACE, ¥ G9a 415 (1 H 5L B2 iy (HMT)
A 55 21 5 4135 BR A 4L e 4k AT IH AT DABH 4G IR R
DNA %5 UL K DR—IB FHE. G9a 55 ke (4l
BB SR R B A0 gt v B A v HL ]
[y, IXSEEEAE 5 DP W pre-T 4 b TAT F1 RAG
BEDAT e () I TR AR B SRALL. 3K 2 AN BEDE et A2 AE
FEAE A B AR AR T (1 DX 3 B R AR R Ig Y H3-K9 H
FEAL B ™. SR DP—SP #5745 5 k4 5 58 i i
FREEI T2 1) H3-K9 LAt D0 7E Ik Se L PR i |
HFECT AT AL ) IERUIBR. 1R AT BE pro-B 4 i th
KAWL E R A 25 A I R INE Vi Fr B X Bk
B AN AT R e . X — R FE 5 B 55 HMT,
HAE Vi i BENAE R G2 (19— Be X T i H3-K9
R FE B A A o Sk S A1 ) T 4l R T R kLT
pro-B [1] pre-B 4 il (1) 43 44 JU) 75 22 58 £ 11 75 41 4
W, BB A Vi B2 ) H3-K9 =0
12 CpG HEAL BN
3.2.3 H3-K27 i34k, H3-K27 B IEAL—
ST IR SEAM AR OGO, B2 PRC2 IR 7~ &2 A5 44
[P EE 2R ), Polycomb ZXEEL 11, Wl Ezh2 H3EH;
B, fete5Ik H3-K27 HIL®. R2AREH
FEARIE B 7n H3-K27 RS0 i 52 4 35 A1 JA 11
ARG S k. A ANVZUE R, R Ezh2 o] LA
Tzt Vi JER A BE EHE, AR & DNA
BESE AL E A LWL, Ezh2 (8 2k BRAG T 34
it Vg BB AR A S KT, EE IR 200t
AR AR S 75 L3 A0 H3-K27 1 ZBEAL A S FEA
WA . RN Ezh2 1 H3-K27 ZWEAL— A A 24
LR, T Ezh2 MBI B 4 3R 1 A 4G R
7N, W REFEIE oG Vg ;v BE N EARAE — R ) 4 11

HMT 2 5 i sl i L.

4 BRIMNKELBLARZHAINFETLKS
V(D)JEH 7] & 1T

4.1 tMREZIFE V(D)) E4A

Yot i IR AR KRR EARSEAR /N I 0 ok
SERL. t%/MA R DNA BESEEdl & A% L=,
D] Ay v JEE B 2 2R g T 4 ) T 4 v M . Kwon
VR, V(D)) EA Rl R ] bl
DIFVBCERAT AL KPR R . MRS T
RSS HEHAH AL 5 RAG DI 4 1) 3005 % V) AH
K. WARIWFF B, SWUSNF % & & fk
ATPase WV %t Brgl, AEMSHROHINE RAG 512
() DNA BYP)0. & Narif 2, RSS A& st Ao
€ [n) Bie & 4% /N 4K (nucleosome positioning) Y 1) fiE
piibOR NS EEROR Sei T UN LS Sl G A DT L
RSS I3k MASE ) e B AU — st A& fr 4 H
DL AN M E A, gt T — Az Aok
PR EA T . SRR, 2 R ) R A
RSS 0] S AR TR MAR BRI 02, X A%
IMEEITE ACE 12 5.

—USHE A REM, WOk, FIERE R
55 R RE NS A8 e s 05 A AL U4 5 SWISNF & &
wye. et AR L TE SR R E AW
AR PR I o) Brgl |z g5 & 70 R kAR 4
(P35 DR B A 28 i HL pro-T 41l i Hh i i 50 6
W, HBEE LY DRIB B 45 & 2 Mo T4
SR EB I, 2k ER FEUE AN AW LK DB fr
B DX AZ /N4 (A B4 n e, RECPR S P D) ) ek
PEW] DU TR AR AMAE 5 g Jon] S Eeg . N
RE BURPERI RN, {rft= PDR1 I, ER K¥EHE
HE ACE IhRE, W5 4> DRI M4 ()i nf
Sk, AHJE DB Hlsg—AMsh, Ap: Eg B 1H
TRFFA T SRS, R 0] g DR1 X ARG I — A
R/ ) E IR A R R AR T PDR L.

BRI A AR T 10 JE Ky B B ACE #OBLR)
W /IMR S IR T V(D)) 4L i o F
R 52 AT DR Joe an o] 1 55 IR 52 5 X — )
I IHER = 154 e R4 2 b RS .

4.2 ZIRIMFTLIEE V(D)) EA

AR YL T n] S AR Ak A B I 4 H RS
21 DNA HILO B, SR 40 k% 3h A28 A0 1) 5 2%
PESRAE T 55— D ACE R L. X R K
T4 5 LD e L5 G 0 A A0 A AN [R] DX S5 A
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VRSN, W %' I A 4% 48 (FISH) £ AR B8 WL 5¢ 3
WAZIK RS, DA RCOR RS DR A 1 4 27 TE A (1) A%
. FIHIZ—FB, REWITRI, UUERIIERK
EZ AR AL TR S AN E SPN I EE 5 K VAR R 4 (]
BN AT BRI 5L PR Ak T A R R R A S 1 4
TCHEANRE SN e s DR 1 45 G sl Bz 41 )= e
PN, A O DR T AN SRR B 5 e R )
WEL. 54h, SRR e oS Hoe o fE 4
R bR E XA G

Bl Far4R B 40811 FISH WF 583~ T WAZ €
fr5 TgH JEPATT 2 M NBIE R . FHUH IR K
I, AR B 4 b — A IgH 4547 5L D A B A
(2240 P TS R v~ 9PN K v 11 730 K8 Wl R
() 176, IX 5 TgH DA e B S5 A ROA I 5 —
. AR B 41, d5FUCER ) IgH J DA Ee
15 S AE R AN E I P F04AL T VH F BEARER 571X
W [F, WAZEA RS TgH PR RETE AL 2412
Rt oc, 7edE B 4frh, WA~ 1gH 5547 2 A
HRAL T A% AN E, A A 1gH AL pro-B 41 b
CATE S 2 AR O A Y.

B 7R E AL LN, AN BB AR IZ 1Y) RSS &
AEIe 2y (synapsis) i 22T BRI HH A 25 Hh A2 3,
X pro-B 4 g 1) FISH 43 #7 & L TgH i PRl A& (1) 31X
K IE 2 R Bl ok — N A (looping) HL I K 7€ 1k
(R, SRR R B R e BR s B4 Vi X Al B S AT B
Jo Fr BEAHI Y5, A BT RSS R Al Vg — Duly
B, AN DREMERNEAREZ G,
pre-BCR 15 5451 K pre-B 4l fid v IgH ik K s 2=
J& ¥8 (decontraction), F¥F TLINHENT 73 — A~ IgH %5
A7 55 DR BT e A7 B A GRS et . X —
R A RS HE R AL T B e

5 RAG-12 5 v(D)] EAFE

AR V(D) FAL AL 2 N 1% 3 R
et Jin] PEIAR L, B2 RAG B &1k K ILEY)
RSS A8 % 5% M F A1 0%.

RSS [KIUER 74135 B TCRB HE PR JA6 48 55 41 1 B
HIFE R BRI L AW . BLAR 12/23 F At
VE VB AL IR Z M H¥EMHA, (& Vp FlJg HiE
FLYL = )LEAR N R B oW s 27, LA X Fif
12/23 FEW) 2 b B LIS A B i B, A uEdE R0,
A& JB-RSS MW FERFAE PR ] T H 5 VB-RSS 1 H 41
e, A4 JB-RSS S ) T 55 DB-RSS K AETH
éﬂ ,j:%é.[ﬂ, 58] .

SEDR s /N BR B A PR RIS R B, 2 Cli
(1) RAG-2 BURAE (%0 D) J3SR HAT DNA BY Ul
PE, BEBSMEIL D—T EAUHAREN T VDI AW
RAG-2 ) C i e 45 5 T A (1) 4 A% D 20 8 11,
MRS PR A C u AMUER T RAG25 48 A
ffrg 4, W REWE ST pro-B 4 il h Viy—Dyly &
gl. X—IHETR T RAG-2 F 10 C iR vl g
MR E TS EAR MR, K EE RS RSS
Z k2.

RAG-2 [1) C %y I A% 00 X (5 I 2 % Ik 387 ~
527)%F T DNA BYUIAN 2 AT 1), AHJE £BRIX X
WHPE S T IEE M IIRerE V(D) 4L, XL
MRLEIEARTE 2. RAG-2 AR OX G T 24
INREME 45 Flk. Thr490 J2 cyclin A-Cdk2 R ALAT
R BRAE 499~508 I 2 AR, T
Skp1-Cull-Skp2(Skp2-SCF) i #i [¥] % 5 iz 24k LA J
G1 W1 S WL AT IR RAG-2 ¥ FfeL e, 25 Fiy I,
I BELE -6 V(D) S22 B o S &R ke ok HLE
HEEE X, KA RAG-2 [ 5 W PE B e % 36 4
7t DNA S HI A& 28 53 1f) DNA BY V)G .

RAG-2 JE#% O X Z SE MR IR IE 419~481 i %5
H—ANAEL HL 1) PHD 5 45 #4948 (noncanonical plant
homeodomain finger)®®, % 2 5L K R IL 1)K
W35 A% ] 25 8% 1 A AT 48 B 1K) PHD $i 45 # 30,
T FLX — 25 4 3 e T RE B8 R S 1 45 &5 H3K4me2
1 H3K4me3.

Y —J71fl, SETI &% SET9 X} H3-K4 [f] Ff 5
PRAB M 37 2l DA Ay A T DR e S A I e ML s A
Fra, 17 H 3 s g AT B A G, {H & H3-
K4 FILAL 2 V(D)T AL L 2 5 A
. 2007 4 10 H &R AE Immunity | [ 3C 35 40F 5K
T RAG-2 fighgil i b AR £ M PHD 5 &5 M 45 45 41
B H3, WIXFhgs & 5e BT H3 7E lysine 4 I
X B = O3 Ak & i, Bl H3K4me2 ER
H3K4me3 . IgH DJ,-Cy 3% A Im RAG-2 ]
PHD 5 45 #3014 45 5 5 = F 564k H3K4 185
FERI G, 1548 PHD 48 &5 #4350 b 08 57 1) 60 2 1R
451 2115 RAG-2 %k 2: 5 H3K4me3 45 5 HETT,
TR S YR 1g SRR B . X — R
52 5 SCAE T T RAG-2 AL (A 45 A 1
FERUH, UESE T AL FRERRAT AT B AR A )
T RAG-1/2 /1 V(D) E4LE T, Gt i
(1 3 Fofo 48 o w7 DL Io o8 A T 40 T A ik, B
RAG H AWM EAEAZ MM AT, Kk
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A2 Je) B F AL M R, 2E T SEBLRT T V(D) ALY
.

6 4 5

I ECL 0 A2 i L S A PHE — B A A Ak A R R PR 4
WA —RA1 M, Eote kB fEdaEd v(D)
20 MR F L R 4 3 H B AT ) e () L i 52 A4
K. V(D) SRS K B L E iR T 0T R 4 2
AR L R, SEBIL T S 4 M T R B 2
FEPE. IER V(D) 4Lk A0 Ak & 1 R D
B, AL RGOS, X R R R E L
LA P AT 5 (1) F )

TR RN, IR TR Bt e s 5 4
PRED], LRI, Mg iy ke T
YRR, AR BRI AL AR5 | NIX 40
B, v RAYEREE R TEANLEIA S 2 TR, G
0 TR G RO/ T IS G, g R R
IS AEAG 0T T H 55 B 58 G (8 i m] S Pk i T 9
oW KEE. AR RAG-1/2 HIRY T Kk
55 D188 R AEA LR FEA AT )= 38 e 8 Tk % AR 4K
[ IR, 17 42 7 2 0 H3-K4 PP 4k 25 40 4K 11 154
SZETCHEIN], BT U2 AR E R R L [ 45 Y ACEs,
et B e B AR IR AR
B2, HAEE LRI AL E KRN A
A BEELIE S 7R V(D)T FEZURS 4 i L]
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Abstract During lymphocyte development antigen receptor genes undergo V (D)J recombination to obtain
antigen binding specificity and diversity. This process is not only controlled by genetic factors, such as tissue- and
stage- specificity of RAG-1/2 protein, germline transcriptional activity and ACEs, but also regulated at epigenetic
level. The chromatin accessibility of recombinase is associated with the chromatin configuration around the
targeted gene segments. Thus, activation of V (D)J recombination requires the recruitment of remodeling
complexes for changing the accessibility in the localized chromatin. Moreover, docking of remodeling complexes,
which serve for creating active chromatin environment, relies on certain patterns of chromatin modification. Some
recent findings regarding epigenetic regulation mechanisms in V (D)J recombination, such as CpG methylation,

histone modification, nucleosome remodeling and nuclear topology were reviewed.

Key words V (D)J recombination, epigenetics, RAG accessibility, ACEs, histone modification, chromatin
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