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A role of histone modifications during chromatin replication
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Abstract: In eukaryotic cells, not only the genetic information encoded in DNA, but also the epigenetic information
embedded in chromatin organization must be faithfully propagated to the daughter cells during mitosis. Therefore,
chromatin replication is an essential process, which is critical for the maintenance of genome stability. While
significant progress has been made in elucidating the mechanisms underlying DNA synthesis, the understanding of
how DNA is assembled into chromatin during DNA replication is just started. Histones, the major protein
components of DNA wrapping into chromatin, are customized with various covalent modifications and play a

central role during epigenetic regulation. In this review, we will focus on how histone modifications function in the
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process of chromatin replication.

Key words: chromatin; histone modification; DNA replication; nucleosome

EEEY T, UL DNA- EARESYERH
ZUR Lt TR AR5 B E AR, HEMBUEE 4,
—J7 A B AR S BARMEOR Y, 51— 7l
DNA Z 51BN Earid f2, 41 DNA &, %
R e R 18 R 25 hg U Yot iR i3 AR 4l
FCRAT R /MR . %0 A% /A (nucleosome core) HH
XUHE D412 1 H2A . H2B. H3 Al H4 S 4H & A
P G (A% O ) A EAE RO R AR, Ab
T HH—E% 147 bp [ DNA J Wrgs %% 1.75 BRI Rk 2
BRI M — il = R B R Ge i &, &
ASE R RN DNA B &R g, Fitk, 7
DNA AHARUHE B, A% ANAAE Sy e €57 1) e ik
A R, LA AE RN A B D AR B,
HREMME S . 7F DNA Zhlid i, Hk%
FhEE AR T ELAR SR AR A7 N B T 2 A
1, B JE B I SCRT 1~2 AN A%/ R il R AR A I BE 1)
DNA %, E#I XAif A DNA S ; FHNH, 76
B R TRE R AR IMA S RS, XA SRR
PR DNA S HIRRIR A% ML e, 2 e (8 )it 5|
M oCEE—D, TR RO R B 1A e g4 F
YERp SR A R e MR L B Mok R
FE, AEpBmEx /MR TEEEM, T
T 2L [ S8 HAE DNA S S 2 A i 4% 4 R T

iR,
1 HEFERZIHRIEEFIIIEE

H Al CO7E & A 2 AR R & 8 R ik 2t R I
T 10 RFPAF RSB, FEA AR
Mot Wk, &M SUMO 75 %1k, ADP
R, R REM. MR, HERN
TR UL R IR IR 22 S RN S 2 R 5 R AL 55
H T IAB M6 A s RS 1 7 O 78 A W b gl & B
B A AT LR A FEAR A% /MA 2B N 3
RELE, W bURAEZ O Witk xZ fEifh
AL AT AT AR A B A K i D IR = S
B B Allis Z57E 2000 SE5E H “ H 8 5500 7 i,
FHINRNEE A EAES T AR RN 2
i EREAH ), ¥ & B0 A & sh 5 T, 40
BHEAE BN 40T N SRS AR I I B A 5
FR IR LA 2 I 1) B L Th e RS AR 0 T 1
Z g 0,

1.1 AERBIHER

H M 20 48 50 FEALEE — AN AR g 0
DLk, BEEBEA. BForEmNH, HiEaEmer
FFEN—AHN B, EAGMERE . 105
J7EA EEAEH . A IR ARG AT B 5 50 K
A CEE, W H3 K2TM RS S5 &£ . T
MRS A AHE S B EE B,
L11 2tk

H A E WA — P FE B A& T gy 2
i, FERAEBERREE B, Sl A ER O
% %% I (histone acetyltransferase, HAT) Fll 2 & [ &
Z T AL B (histone deacetylase, HDAC) ¥ 5 i ",
HEACHERE T EZAWIMET . A K HAT %
HHHMZEAOEEWE S, XEEA AN 75T
855 HAT, JF 5200 HAT 35 M AR P05 5 40 1Y,
U1 scGCNS ZIAL T B AL B, X 20 26 iz /M
M EERAEEH s (2 U917 1E SAGA B& 1R,
scGCNS #t e A %50 2 A A% /MAR L & T 1™ B 2%
HAT FE4 T roHEH T s A E s, X2
SEEGEY ) DNA A EARAEEH, W
AR E S M EZER B AR id, HEE H3
b 56 i R LBk (H3KS6ac) AL 1 HE 158
5 RLAES 12 frigiE iR O BEfL (H4KS,12ac) ¥ B 36
HAT {46 s X P Al £ B4 A8 00 T & 0 23
B Geta Ji AR R O, IF HAE 5 2 5 2 pl 5 pk
Y A% OBEHGES (HDAC) B 5Bt HAT HI1EH,
WA R I LB AE R, ATk S8 2 R 1Y) 1
ff o 1ZITFE ] BEPK R DNA & il #2467 5 B afr i) 4%
R 458, W RE HST3 A1 HST4 fi 14 H3KS6 )
F LWRAL, X 4 R 3 DN 4 A v A I ER o U
1.1.2 FEAL

2 B A R AN T2 B A A 8 R RS 2 R T
EE b, FFASCRHE AR BEA, HAEE PR
1 (histone methyltransferase, HMT) F12H & [ 2 H
FEALEE (histone demethylase, HDM) {4658 . #i 2
PR FH A AR A R4 B F B . — R AR = R AL,
FE BRI AT DL A B R AL . RPRR A AT RR R 2R A4k
RO HG N 7 IX P e 5= 26 i . 2H 8 F B R
F 3L FL [ (histone lysine methyltransferase, HLMT)
AL IR AN S- R B IR 2 IR (SAM) %% 3]t
AN e 2k b IR EAERRARY
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R, G RE BE B (Neurospora crassa) I
DIMS 45 73 F 34k H3K9 Y, 1 SET7/9 7E T
H3K4", gt Ak, HLMT X #2082 i B 36 10 72
AFERE RN, HEA SRR ES, o
DIMS fg % = H 34k H3K9, {H/& SET7/9 HBEHH
FAb H3K4 U RS S R T SRR Ak PR R A S-
JIR T H i R (SAM) 56 78 Z A 1k & L - I
B B HET T R 2 R 2R L
PRMTI. 4. 5f16 ", KHLIRAMTANAEA
HJEAL & — A e B, HJ2 E 2004 4E 25— A
8 % LR LSDI R BLLICK 1, IRZ 415
[ 2 F SR A0 i ol ok 2 B 2, i TMUTD6 RE S 4k
H3R2 1 HAR3 2 F 34k BY,
1.1.3  fiiik

HEABRIL EBEREALARITER, 2
) A F B (kinase) A4 (i FR % (phosphatase)
e AL IR L A A IR e Bk . B RR AL AB 1 mT DAV 35
B INZEL R 1 1 97 FLART , T B 28 R M e £ J 6 4 B2
North 2 ) [f 5 BT 7o 45 R W, H3 T118 Bk
RS 0 25 U /IMA T 2548 . H T K Z HE A
ity an ] SR B G i EE R S ATE . 54
HALEM R, AEABRLEE —MEEshE
AT, 4RBOA% N ATAE 25 B AL 5 T AR v O B R T
.14 Z %M

HEAZ BB ELZ R (B 2%
GEAEE (B2)s 2 R (B3) M BGZ Ry
THRBIHAEABER L. B T2 MNZRSTFALL
BRI UK 1z 78, BT, fREEIHE A
FESREMCEHEARMEN > FRE, X—585
HAh & A AN E Y. H2AK119ubl A1 H2BK123ubl
& HATH AR 2 R LR Az 2 gt mEs
SERNUUBRA 26 B, W A L % SR ke 4h AN A if i
FE v R 15 BB ThRE P4, 2012 4, Trujill 25 P 4R,
H2BK123ubl 5 DNA & il % JJHH K. ZRmMH 2%
PRAKSEMIKEG /R 52, RIERZ B, Bz &
AR IR — PSR FR N 75 24k (SUMOylation),
BFEEET El. E2. E3 BI/E AR RZ R K4
TRBREAMNBER L. HfE 4 MZoHasE
F AR e B B . 75 2 Ak T Rl i dE P —
FIIR LI 2B ARz ROk RAEER P,
1.1.5  ADP#¥EIEAL

YHEE A 1A E R AR ZUR TR R R R R AR B - B.
Z W -ADP W FESRAL. IX PP S R A B A2 w] I,
% % -ADP 1% bE H:fk i £ & -ADP R &

(PARP) AT, I H1 2 5 -ADP 1208 2 /K fidt Bl
Zbr. XEEEEYFEIMER, WA E T ADP 2 HE
TR, R AYERR A ) e L FUIRS, X AT
e R ADP A% BE AL [R) 1 2 % oA 20 8 I FL AT A
% % P, Cohen-Armon %5 P R B, 0% PARP-1 £
SEZOHED B KT S HE D A
FA . -ADP B HER AL B C . 1E 4 MDA
H B HE A HI ¥ 2% 5E R M s,
1.2 AERAZIRHITNEE

I A f1 DNA 45 & e tofk, HiEaBih
Al R IE I P APTr g G A B . — IR
PR FL A AT S0 % €0 5 I 454, 23R 1 2 1Ak
R Ak BeAA &0k 8 B I I FL A, AT RE AR 4H.
HH5 DNA Z[A) ) R~ . R femAE B A
SEAZEMEASSRIIRE, M2 Rtmssa
I RN 2 R B TR R S B e s, T
P RgE, 257 DNA MEH]. 0188 Mk
SRR RE . B A Y 8 5 RN 2R A 35 A% AT 3 D
KIE, RZ A4 R BB IR ) B B 45 0 bk %
€. R B MAE, FTLLr oIS, i
BN KT WA IR B R BRI A Kk
Az ZAR F e % B Hd il ) S R
[ 45 M) 38 B 2, 35 PHD finger. chromodomain.
Tudor. PWWP Al MBT %5 #dsk P, ix g iy def rh
YFZ REVUN A AR E IR A A — A B, W ING X
152 11 ING1-5 [f) PHD finger A& % 17 5175 2K % S AR
SKIULEE (1B 1 b & H3K4me3 Y, H3K4me3 7%
% ATP- 4% %t 55 ¥ fil§ CHD1 ) chromodomain "% 45
IR DA S 41 o 1 25 H 4GS IMID2A [ Tudor 4514
AT BT AT, AR s ] DL E B S e
BB . 4, HER 8 LAk i 2 R vT DL B
bromodomain. PHD LA J% Pleckstrin homology (PH)
SERIIBAR . A B HAT R0 )i 5 35 S0
HiXFh &R, 40 Swi2/Snf2 [t bromodomain %5 14
AR CERACI A B, JRRE— P 54 SWI/SNF
FEIPE GHORIT Y5 454 B0 PHD finger 4514
I R R e R N SR H ER B, 1 DPF3b Ji it
HZ AR PHD S5 BOR M A H, M
i 54 BAF Yot MR A4 P A& B
TAZMEBERRNES SR 6 LA, tHEE
WHEAS Kt pE A Mg 4, W H3K4me3
RESFHLE NuRD & &4A454 H3 19 N i ™ ; H3K4me3
ARSI DNMT3L 454 H3 (9 N 3t “Y 5 H3T3 fOR
FRACBHL L INHAT % 340010 525 W45 & H3 FIN 3 2
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2 AEFEAZIFSDNAES]

2.1 (AETRBEIFSDNAETIREE

FAZA Y1 DNA & i ik #2 2B 21 N R #E
WA B IESE IR, AR I G1 #I1 ORC
(origin recognition complex) & & #) i %] DNA & ]
AT S FEAE5E Cde6. Cdtl PLK Mem2-7 B4
P Mem2-7 & 4 9 BA Sk b3k 16 78 X e /8 &
il UE AL AL DNA b BEEAMEN S G, &
¥ DDK (Dbf4-dependent Cdc7 kinases) Al CDKs
(cyclin-dependent kinases) {F | T iZ & &4, & Af
Mcem2-7 . Cdc45 A Jz GINS 45 & i CMG & &)
(Cdc45-Mem2-7-GINS), 3% 46 85 [ i 11 3% [F) 415 FH ¥
i Mcem2-7 [ ATPase 3 P FUR e B o5 vk, =8 A
A I35 T 1) DNA R iess . MG B &9 15 B
DNA KAl e MBI FEEM AR, = REE &Y
Ctf4 ¥ CMG fif el 5 DNA K& B o fHEGER,
5% DNA KA & ALK S BEM A M.

Y EE MBI TE DNA S5 72 Hh Ok 4 5 2 1)
BAER .. RIS A EERE DNA S 6 05 17 5 ik g
4K (mini-chromosome) &4, &I H3 Al H4 £ 1%
K38 05 R AR 7 s 35 R IE AR O B0 2 B 7 14
f£ 7£ H3K4me3 B, A 40} N ) HBO1 Fl ING4/5
W BB AR K EHE N, BT ING EA#E
i) H3K4me3, IXME7~ H3K4me3 A gE{EiE HBO1
WS B G HIER AT 5 U, HBO1 78 FL i v (1 ]
J5 5 A Chameau [ F¥: G2 6 14 58 52 i) 2 46 A7 5 R0
P BT, ghAh, Mem2-7 A4 %5 B R A6 1
e 0% {2 f HAK12 & ft, X B PRk 35 H4K12Ac &
ORC & [ 1R 7 & il A2 46 7 551 i 45 F . HBOI £
Gl WIaT L5 ORCI F1 Cdtl 454, i Hliih
P71 HAK12 1) C R4k, 8 1 68 2R 10 % B 1R fR T
W Mem2-7 E& R HE R E RGN, S
5 DNA & il % 7] (replication licensing) iX 2 ; 7 S
#, Geminin 7] L] HBO1 A1 Cdtl 454 MM 5E
HDACI11 Al Cdtl &54, #il Mem2-7 5 & 4 4k 45
AR E WAL, Ve R Cdtl () B A HAE A,
B 1k Cdtl 75 5 ) G (o i fil o 48 N 42 5 o 15,

HA4K20 [ H 340 [A] FE B2 ORC & 78 il kS
G RN EE A, TR E B filkah i i 2. ORC
F)—ANEE Orel 7 BAH 45 k3K, AJ LU= IR
16 B I 4G 07 55 & #E 1) HAK20me2, 3K Orcl Al
H4K20me2 2 [8] F1R A1), 3 2 Orel 1E & il # 46 Air
MOEE A T HE S, I S e 4i i R OE s 1T B

H4K20mel HH PR-Set7 4k -5 40 BAMH G . PR-
Set7 1 G2 Wifx 1, EH 2 AME K. JEE
S Wik BB A%, 1M PR-Set7 JEF 5848 IR ORC 45
4 DNA, BRI 5 1 521 62 46 A 55 VF m F0 & i)k 4R
R B HAK20-mel 76 S WIR R EH N, 7F G2
EEIE, 76 Gl R, Ky Suv4-20h1 A Suv4-
20h2 RE % fi f HAK20-mel #F — 25 F 3 {b 4 A
H4K20me2 Al H4K20me3 ®Y. % 4k, ORC 45 &

1 ORCA XfF ORC 7E 4+ 0 i & 1) 52 fr 1 K4k,
ORCA BEBS R A IF 454 HAK20me3 PV, i A i
¥ PR-Set7 j€ 7 B G5 31 XK, Rl 2
H3K4me3 7K V3G i, 1 B H4k20me3 1 7K *F Il
2:FH1E ORCA 1 Orcl EiZ X454 B,

H A3 VER M A, Cde7-Dbfa [ 4F F T fi# lie B
MCMs 4b, e BRI T8 H H3 N S i) —
AN o- BEHE H3T4S BEER LIS ™ %51 {E DNA
SRR S B A B f i, 10 L T45 9878 5 16 1 BR 4
Jfu 7= 2k DNA Sl Gk, STAH MU, Kt
I 2 FEOX MBI R IXLegs LR,
H3T45 i FR 1L 7 DNA R il i f2 b R #E/EH, (H
HHEARNLEIE A Fr e B B

1% £F H2BK 123 o7 55 0] DLk A2 B9 R A A2 A
(R FLEh 4 B R K120 A7 ), Y2 R
Brel {4k "7, 1R 7L 3 W0 40 Bl mp %o I 1) 92 2% 0% %
fiff /& hBrel(RNF20)/RNF40 & &4k B, H2B #j7 &
b (H2Bubl) M Thee T 28, Ho A m 2 12
% DNA #3642 /E . H2Bubl W] #g {2k FACT
It 5 H2A-H2B 5 Ak Mk% /INMA fif B, L 1 45 B
RNA Pol T1 il it % /MAEAT 5% 7. 534h, H2Bubl
A BB RNA Pol 1T /S (5 %/ MA KA
R, K, H2Bubl AEMSBEIR e 0 )5 i 2%
GE, FEE—AEFIT RN FRIE IR . B
RELRDL, ZMUEA H3 R EM, 1 H3
K4 1 K79 i) H B0 #7522 H2Bubl, W7~ H2Bubl
o] B IE I (A AR R A sk . BRI, ik
Osley L6 = (145 & B, H2Bubl tH7F DNA & #
IR kA AR P AT R D R A 2 A
A RS AR A7 p BRI 1) G £ ) #R A7 /E H2Bubl. 7E
St FEd, H2Bubl = JE i@t Brel 4548 A &
(K] DNA 15 CA4ERE. 1E hebK123R A&, SR
IR E AR (pre-RC) I4L2E FIIE AN 252 m, {H &
DNA & Jf 0 75 1) 5 22 5 I N I 45 & B 2 b,
S SCHERR AN ) B A AR AR e R 2 B B B R,
SRS AR AT P 2H B R S S RS2 B R Bk
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W XueLERKY], 7 DNA E#lidfErh, H2Bubl
AT DL G 45 A% /AR 2 2% B BT B DNA IR E
PER AR H AT REAFR € . Uhrfl 7] LLYE DNA
S RO B H3K23 2 B4k, R JE 5
Dnmtl 2| & Hl47 & F 4L DNA, M55 DNA &
il FI R M I A% 15 B A% 8, Bl 5 & 5147 £ Dnmtl
UG A £ 3 Z 8 E 6, TRl 25k
DNA & il J5 i) H3 32 =46 %, ixsbsk JLERR g,
52 AR B 7R H 35 DNA Bl E A YL
T AR S SCRTTH A% /MA TR T I, A2 DNA
fiftliE, HEChf DNA Sl FE p i EEE A

2.2 (AEHBIFSDNAE HIFBELAIZ /) R E %

EREAEYIF, % DNA BHIFE1T, Bid
JR I 2% 78 DNA 6 250 51 20 25 1F N e (0 44 45 14
KARY DNA il 2 8. Wik, 78 E/MEK
AL DLZNER DNA & R % AHE, XA R
DNA & Hil B %/ MA A 2, FESRE TREHIX
HIT TR A 25 P BEAR B L ROBT & BRI 4L B A — S ST
Bhd, WEYE R Y, 24 NIk, SRR E
1 QAT 4t 20 2% B A% /MR AR L oz b, 4R
MsIE L, AT #6418 1 H3-H4 12
BEHLHIAE T BORERRN AR (B 1),

B A B4R B E N S A BRIR X 5 (globular
domain) KA R B 3L B0, 45408 EHr BRIk
bR, BT 2 M E A TR BRI R i
2150, H TR R RIR N AL H s i A R A
Fiz B H4KS,12ac A1 H3K 56ac %7, 75 B8 R0 3,
40 40 o T % I HAKSS, 12ac 18 1, {H H3K56ac
AEATAE 5 55 FLAZ R A% /A 2H R 72 () A F AN B
B 0, gkAh, NdRMEHET A R4 E H3 R
16 ) Je 0 J57 T 2 % 245 i1 Prdm3 A1 Prdm16 {4k (1)
FAb——H3K9mel™, M RE UL E B LB S
5 DNA SRR % /MR 2, A8 4 4k Sl
Suv3%h &4 H3K9me3, Ff i £ H BILAE 57 e 0 )i
dr PY, 7E Prdm3. Prdm16 F1 Suv39h S A8 4k vfr, 8
B H3K9me1 AT H3K9me3 2> 50 S Gt i 1 1

H4KS5,12ac 7& H1 & 4 & A b i AR = 246,
MEERE R N RGN &G R, wxES T
R/ MRNRZE R, 0B REFD N 20 i Hp #02 th 21
1L Hatl {4k, 1200 218 B 200 31 &2 i) i et
5 I AR R M R B DA Bt B e €0 5 P B 7 e L
BN A BB 2H 2 N Y £ 5 R 1RV A I TSR B,
H4KS5,12ac 1 LB R AR, SRJ55 Asfl &5
BB BN, (H NS AN TR 40 R A ML 5

Ase 4 MIAE, fEWE Hatl ZBiL 2 8, H3K9 &K%
I s, O RE AL 17, H4KS,12ac RAEA
H4KS5,12R J N R AE O itk, S50 H3-H4 AE
W, TMRAS R H4KS,12Q fidll LBk s 1fi s, M
3N s M EE A5 T B CAF-1 G L yiiE i
15 RE R I B HAKS, 12ac, 2% B iZ A& 4 7T RE il 1T
it 3k H3-H4 A A% 80 35 CAF-1 (19 3 68 M & $51F
A", Hatl BR85S H3.3 Stalifh, WEoRiZEEt Al G
TEHT H33 S 51/ MiA R, HALETEH
Ret7t. TEMFALBI A, ) H3.1 FJL AR
& H3.3 AR MHE A S FHIEER S 5 AR
ik 2, H3.1-H4 5> T 1B CAF-1 iz 5 1
DNA & Hill # I A% /MR 2 %%, 1 H3.3-H4 B4 T
AR HIRA I8 25 7 AU 1] 1R A% /N 21 2%
AR U Hatl f ) 14 4k 5T A B H3.1-H4 1 e
H3.3-H4 402 (1 H4 () K5, K12 2tk s i, i
M5 DNA & Hl I AZ /MR 25 U,

H3KS56ac & REHT & & E H3 BRI —F
HESRD, TR B Rit109 21, =5 2 Fh
DNA MR arigsh, WikRE 5. $if DNA 12
2, WONE R E H3KS56ac Hi%5 5 7 DNA EH#l
FRIR A% /M 2 0 72 U7l 1 BoR, B ek
(145 1 H3-H4 2 Hatl &1y H3-H4KS5,12ac, 1L
importin-4 ( I L3040 i )/Kap123 ( B B4 g )7
TER AT Asfl g5 B NG 5 A5, EERR4Hf
H Asfl ¥ H3-H4 53645 Rtt109-Vps75 45 1 4 Fk
R E G, SR EM H3 1) K56 f7 i 2 1R,
78 ML A5 P Rtt109 F Vps75 T R E & 1k £ i 2% 1
AL TEPE B R, Rit109-Vps75 B A
ANSRE A 456 H3-H4 11 Asfl 254, 1 HLAE Ret109-
Vps75 2 &A1k H3-H4 [ H3KS6 LT, Asfl
B H M H3-HA R 55, LI Asfl 25 4 1 /2 H3-H4
() — 4k U501, H3-H4 #f Rtt109-Vps75 #£ H3K56
N WAL E A LY AR B R Asfl 256, AR5
XA H3KS56 A7 £ B AL (1) D 2% 4 bl 5 7 25 21 B
2> T8 CAF-1 B0 Rtt106, Fl 538 B e 5
™), H3KS56Ac % 3% CAF-1 fll Rtt106 45 &8
HRHAEE H3, et IEAE S DNA B
/Il 435 U950 2R IR L s 4 il R, p300/CBP
5 IR 1 H3KS6 ZFktk, M1 SIRT2/3 54
HH H3K56 it LML [FliE I ATM #4218 77 DNA
e 5, 1£ DNA #0512 5 56 UG 2 k% /MR 4H
3, W LMENBRGEE sebric T, R LS
Yy, H3K56ac 1)K 1A & F FIRMK. 2009 4, @
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Mammalian cell

¢ H3K9me1
® H4K5,12ac

® H3K56ac
ees H3K121,122,125Ub C

Hat1 e= H3K122Ub
e e

SNASP C

SNASP

‘HaBB
<
. Ha r1!
<

Cytoplasm .

tNASP

Yeast

HAT1

\
/

| 4
L

) 4

e , -
9 n' ?):w ; c\‘ A
A% 2

\ , Nucleosome assembly
A=

j Nucleus

R_A
”(S}-@Pf ) {Replifome
ork movement =N\ =

RN (2 M), BT A R E AH3-HA 5 HIf1 454, ARG AR H LB R Hatl/Hat2 AL HAKS, 12 5 4F 2Bk ik 845, B
Ji Asf145 A H3-H4KS5, 12ac IR LA B AN . BN O B B 52 & IR t109-Vps 75 AL A TH3KS6 Z Wi i i& 1 . 1451 fig
B HEHBK121/122/12507 AR 101 ™S i Ak 2 A2 FAk, AL EH3-H4A AU RS BIZH 28 117> T FE1HCAF-1 /1R tt106,

I e & R B Y O 57 BT MAE RS . RIS T (A ), > T IBHSCTOEAZ R D455
et AT Z, RIEHI B LHSPO, E 5HBI T HARNASP — L HEH3. 1-H4 R4 &

B R E A HS,
sNASPZE A I 7 — 5%

s, IR 24 RbAp46, f5H S Hatl, f#ILHAKS, 1284 Z b8, {[#H3-H4KS,12act3 LhFR e JF 1l 545 78 B4 & A5
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