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Abstract

tion of higher structure, gene expression, DNA replication and other important life activities of chromatin. Protein

Histone is an important component of chromatin, and its content significantly affects the forma-

degradation is an important mechanism for the regulation of histone content. Numerous studies have shown that the
degradation of histone is closely related to the modification of its amino acid residues. Besides, histone degradation
is closely correlated with its covalent modifications such as ubiquitination and acetylation. This review focuses on
PTM (post-translational modification) of histone amino acid residues, introduces the relationship between histone
degradation and modification of amino acid residues, and reviews the recent advances in this field.
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modification
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. Qe RIS, DNAK I LL KL DNA
E bl A A ER XL IR SR | NS = R (= B 1y
B FEAT SR I AFAE — e ) 1 - RS B 1 i ik A
MR R RIS ORI E 5 HE LR AR BB 1 (1)
BARVE AT A TG T &M R B Bk A2 1 2 [R] He
PO B ARAE R LEI R I EE . AR SO 2t
T 50 LI 6 10 0 35 1) 8 3 S A e 5 2 B 1 %
fifg 2 1] ) O S/ Al — AN AT RGP A .

1 ZZRURBNEREAEFRRE
12 F R FL BN A0 e R R R 3 R O R R i
12 (R AR AR AR B SR ER AR IR ) AR )
Mo BOVIVE B AR A2 40 B £ 1 o B A 1) 2 2
Fio SRTM, JG KRBT FLRIA T K2 gt B )
PRI SRR S RAEEY), ORI TZ R K
R IX — B B i B s A, BRI
237 AR L S5 BOFR N B R AR 1 26S B UK iR A
BIR AR T R AR )2 IR
JEBMZ — , 2 R E ORISR AN T 0 26 R
FE OB ATPI ELZ 1 BUE . E2IZ REG Gl
E3i2 R B (B S — R VB AL 58 i1, X
SeE s H AR AT 22 RAERIZ EZhRE, dE
SR R ) PR AR AR ) S Th R . 2 R R W
Tob P I R R (K6 K11, K27, K29,
K33, K48F1 K635 LA FIE AN 2 Kz &
BEUDL BFR R, K4SE K1 LR 232 RAEw
2 FEURYIBE 26SH ARGAABFAR , 171 592 F L ELK63
ERZ T ZWAAS FEURY RS FhEEE A KRS
R, He sz m S E A ThRE SR,

1.1 RNFSNHSHHEEZEAHINZ ZRUEIRSE
SRS

RNFS8(ring finger protein 8)/& —Fi I FEIHR E37Z
REOEEE. PRI, HEAH3IM MR B
R Fe A= K IR F- 32 4 (epidermal growth factor receptor,
EGFR)i% %, #E1 5 EURNFSK) X k42 (forkhead-as-
sociated, FHA)%5 #4185 # PKM2(pyruvate kinase M2)
BRI A5 3 H345 &, H PKM2X) H3 I BERR 1L 3=
BRAEAE AL A R(T11) . RNF8ST11RERR1L
IH3I 254, AT Adi 4 2 1 H37E 28 DUAT 2 R (K4) K
2z mABM . H3X— 22 RIS A
HE MG R AR MR AR, it —P
SHEH3E L2688 H B AR M.

BWE TR, 78R BE41 U8 (glioblastoma,
GBM)H, I3 A=K Al (epidermal growth factor,
EGF)ACHE4H A, S8 J5 18K 2h (low salt, LS)4b 3 1]
W G 5oy AN & S R TR G 0 5 B
LS A & 73 FH e s i R BRI LSANE #7019 J
IExs 2N oy AT E B AT, KL EGFAL B4 i )5
LSA] VA PE et )5t 41 73 v 1 20 3 B H3 1 B2 FKF &
FBEAK, T LSAN 1t Gt )51 41 53 vh 1 H3 Y 2 1 K
FREAANAE, IF H EGFI- 3 I R H H3E A K1)
T R 4 EGFRAMGIF AG1478 Tl Ab #1 T BELIET . Bk
Ab, BRI H] 7 MG 13245 1] BH T EGF % 5 1) 41
HEH3E AR TR, RN, EGFAL
T e T E R O 5 IR H3 I 202 R AL
AVER B B AR OB B B R R . O T E AL A
HHHIKEZ R B E3 7z R & HEEN, 15T
A Gl Fak 1977 5, ik 7 EALIN B3z R R

Proteasome

E1l RNF8TSMEZEBHINZ ZRZUEITEEARMER
Fig.1 RNF8-mediated polyubiquitination and protein degradation of histone H3
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BafAl and 3-MA

Modification and degradation of
2 — 2 _®_ . g
IKIAUR histones by polyubiquitination
MG132 268 proteasome H2B elevation and
_®- degradation pathway nucleolar localization
H2BK120R H2B elevation and

nucleolar localization

Autophagy-lysosomal
protein degradation [ No effect
pathway

E2 H2BHEI26SE R EIAMERIRE
Fig.2 The 26S proteasome degradation pathway of H2B

FUEERG Y, g5 R R, R RNFSIFT #R A T i
SHAH EE 1 H3 1 8 1 5T B A, X Ui B RNFSAE L 4R
K, RIEUUE LI — PR, EGFREER T
YHEE [ H3FI RNFS 2 [ [ AH FLAE o RNF8ALE Y
IR AR A S A, 148 H3-T1
% A0 7F EGF e JF 1) 25 DR 7 S v o B FH 15100,
TEEGFIHIET , LR PKM2BEIR L 4 55 (1 H3 1
TIAL AT, 215 ERNFS 5 H3 [ AH LA H 58 AT H3
(1 22 FABIRAN G 20 M, &2 EGFi S
ff) MYCHI CCNDI(Cyclin D155 R0k . Ak,
RNF8/ 3 k% /MAfif B 2 3t 7 RNAK &I 11
MYCHI CCNDI1J3 5§ X IR 455, IIT0E c-Myc
I CCNDIZEFE R I FTE | A2 24 0 1 164 5 A0 ek g
Az IX UL, RNF8ER T A B A 1z RS,
I 5 A 20 A ) A i BT

1.2 HERH2BHIER FRIERBILH]

H R H2B 3 25 2R 1204067 (1) 2R (K 120)
RAMKARER:, KN F2Z R MBI, MEZ Rl
(FTH2B AT LAIE I 26S 8 I R4 A2 i P . B L3R BH,
4H EE 1 H2BAY K12047 s R AE RS & iR (K120R) 5 , i
FZBHT 7 H2BI K48IEHE I 232 AN H P
fift, HFET H2BRAERERZAEMY, X—45 R
B, H2BI1) 25 12007 i 22 IR e Jik /& H2 B £ [ PR fige T 120
e AR B AN MG 132BH K 26S 25 IR /-
SHEARKMSR, 2S04 H2BE [ 1
SOFIEF AR T H2B R 3 (A% A B AL . MG1324b #EXT B
AT H2BRT = AE IR, 5 H2BK 120R AR A 8 A
J 5 BRI A 8 AL AR AR . 1T FH A ) 7]
BafA 1(bafilomycin A 1)H1 3-MARHIKr (5 1 5 B4/ 5

FR) 2R 1o [ A2 5 H2 B A A 7K~ 8 B SR B
X UegE TR, H2B R fif 32 BRI I 26S 2 (1 B A
AR TE ()M

KRtz AN, B fE H2BR& i vp AR5 S, wF
FORIN, AZAZBR T IEAZRE R R AL RN TR IR &2
HAEFAL, 32 H2BE R AR R A2 7.
1= kR & E AR A2 K (nucleolin, NCL)* #7474 H2B
FTH2BK 120R RALAR AT XU E Ju s, L H2BK120R
AR P 5 NCLAL @ 4, 1 B A= 4 H2BAE 4 g i
M R RERESI S0 AT, HAERRATAL B A 2 I H 250
SRR X —2E IR, RACH H2BK120R & [ 1]
BEEAZA- TP AR B, Western blotS236 ik —IFsL T
X2 R BAZAT A 4y 0 A 4 B 2L 43 43 4R
K, Western blotSZ46 7 , H2BK120R 5845 25 (4 3= %
IAGERZAZ A2y, I H MG 132403 ] {5 2% 19 n B
AT AH B H2BAEAZ A= P ) & & . H2BFWTI K120
[FJRAL A (RI64FELE I RIRIK-RRAL . BTN 7
K, 5H2BK120RAIMG 13240 F {1 8 4= B H2B2E 8L,
H2BFW TAF{E 5 2 (IA%A— 2 AL, TPKs H2BFWTHIR 164
715 ) 938 N R (R 164K) 5, H2BFWTR 164K 58
AR BIRZAZ AT TR IR, X — g gt — 203k
B, H2BHIKI120[FIJEAL s 7E V42 H2BRAZA- L S R
PR CHAE T, H2BI) 202 3B f F i 1 o B i
FEEAAEIN, R H2BRA BRI T 5
Fr(#3).

2 ZEHMEARERBVIEATPE BRI FEFLE R
YR AL 2 205 2 R e AR, fE et
JR I . DNASR 5 5 PR 22 1A 5 6 L 44 42
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MG132 H2B is elevateFl in the
nucleoli
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No co-localization occurs
Colocation with NCL

R164 is counter- The nucleolus distribution of
mutated to R164K H2BFWTR164K decreases

H2BK120R

El3 H2BRFEMRA S FERI=H

Fig.3 The degradation of H2B occurs in the nucleolus

HEf AR B E A . B FUR I, B I Sk AR
FE VR 4L 1 R AR R ORI AR A, e nTiE
o BB R R A 20 RGBT, AT 2R
JEC AR 1 PV T i B0 1 Tl A 1) P02

PA200& —FAEAE T BT AW A3 1) B il
A 23 BOIAE 7], PA200E S8 AL Mo o S B s
i%. BIm10/&PA2007ERE BE (1) EL & [FJEY) . PA200/
Blm107E4H Uiz 5 LWk % O E L e A, JF
I R 45 Ry 3R [X 35k (BRD-like, BRDL)4: & Bk
Az O EE, IR O A KA 2K
S TR B R PR 2 BF TSR I, TEM LB s
FLARE T R Bk A > RS B, A A e
F B — e I B R AR, B S SR
120, HRER R, AR A LB R KR
TR AR A EBRZ AT, IF B R4 7E DNAXUEE
W% (double strand break, DSB) X I iz P, REL
PA200/Blm10f¥] BRDL 45 445 25 & (1) £ Wt X 4H 25
MV IE ik — A, (BB UTIE SEIe R, 5
PA200/BIm10F] BRDLAS #3845 & (1) 2t H H2BAF7E
LB, R UH H2B I LBk Ak 7T B8 2 45 & PA200/
Blm10f) BRDLEE HSR AT 75 (1. Ak, W 08 30,
B I HAZE 160 B2 R (K16)H) LB e th 2 5 T 41
EEPIPEARPY ., TEME IR OB B, iR
F1 2% LR AR S CAH FLVE F R T A S 0, 5
ELRR T RERERS . AIRIETS . 0T SN A i
et RN TR 87 N B2 S oy S e NS e e i )
TR,

TE S A5 ARG 7 40 i (1 A K 72 1, PA2003E i
FLBRDLZ: A4 458 15 1) 2 19 Ak B A 2R o 1 38 3 )5 12

Mz oHEA, BHEA MM RS, IS
B0 AL VLR RN KT . R, I EE A
WeAE SR e b, AR E AR, mE
A2 IDNAMS &L F b, BF 70 % B, DNA UGS Wr 74
S RO R A R A LA B A R B E B R
JEAEM, FEZ LA E B G BRI, TS
DNAEE EH R A M IEE ZHMDNA. [N, L8t
Bz 0 H R E 2D — 50 4% A PA200/Blm 10
) B A R . 5115 FIDNAB B )G, B & i
OHE H 5DNAL & I % /IMER,

TEBRIEEZBE A, PA200) [R]J8 2 A BIm 10[F]) £ 7]
DL SDNAS 3 18 ik #2 vh A & A Bl 72—
£ AR B BF o, MMSFTHDACH] il 1) 74 1% B2 (valproic
acid, VPA)IK & 4k B i 2 [ AIC 1 4% 00 2H 28 HH2BI)
T E K T B AR FIMG 13240 21 B B
Blm10 7] {2 2 B BrH2B 8 [H 7K IR 3% sl 2820
BRI, 3% — 45 B4R, DNAXUEE I 24 7] BEE 3t 7 #%
OHLE A SAAR G E FI B PR . 727N,
PA200I 6k I AE LR | A KA -2 M i O 41 23 1 )V
%, FEZLHAE ALK TR ER .

55 BT I 9% % B, PA200AIBIm 106 5k 2k # wJ
DAFI I HA B 20 B e s B AR R AR H3 3 11 P i«
ZHLER 1 25 T A T A1V 1) 791 i A5 L3 ) o e okt 2 im AR,
PA2001) £, T #6120 16 285 45 [X (1 9 48 A ) 1 G A2
JfL b B A AR . U IR TR AN A ) i AR
PA200F] B3kt 2% 5 38 3 1 % % bk 25 ) (H3K 4me3 Al
H3KS56ac)E 240 i 4 11 &t 2 AL R . PA200FIBIm10f#)
By 2 s 40 i 5 3, PA200BR /N R R I — &
B 3 2 HIRFAE, E0HG 0% D) RER AT . AR REFEAT
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BTG . PA200E A% O 21 B 11 5 B S Al 56
(1) B A, 7 2 S RN 22 A ek B b 4 R 4 B AR B A 1)
e M o B AR L,
EIRPA2005 £ T A4 A 8t (1) 25 1 Tilg A4 9% At o
A VIR, R0 IR (A4 A iE 8)), H I T
LRI, B Z adSHI /N BB 2 84 FE 2 bk = PA200
/N RIS =, 7R B, B A R R R
1 K & AR, BRPA2004L, HE 3 & A B K8
A 2 AL 5 M 0208 FadS/PSMASFI o 7% 2R
A EEAR AL T JE . AP ad SR S 1 R I TR 28 1
Kl BRI A B FL AT 2B 1R 200 i (B0 5 RS 7 40 IR RS 1),
R 9 (1 30 R 2K B 10 I 4 1) T 50 12 B, DTG T 55 1
BRI AEEREENEM. KRR EY
SYCP3(synthetic peptide 3)1] % % 4% th 3K B, fEa4S
BB 1 52 U, DA Sk REAEAS BEAH B B A= 1k,
BHLLE 7R BE 20 MO DNATR 19 67 i A% 0 25 5 11 1) B AR,
S ESLAE IR o> 2 U A, T PA200 ] LAl a4 S
268 5 A4 O B AR LB R O EE E .
JL T (K26 5 (B AR RR T 19S5 ki 4h, i85 43
AN VR E AL I B (BT B2FABS), T 42 £ g A
AL & AN R AR AL TV B (BT BRiAIBST) . adSIHIGR 2K
3 PRAR T AN 2 LA PA200 AT 3 ZH B i Ak T
B8 E KT, 0T G g% B R AR A T DA
Ko 2K 1 B A4 O 77 PA28 a T PA2S B 2K [ /K P 1Ml
Yo A B AR 1 M AL T 3R (BLi PRiANBST) AT DL AL
J904S/PSMASR Fa 52 L HH 1 ZH s 14 A A 0, X7
T I 36 22 [] P 2 48t VT g A2 12 Fad S/PSMAA 8B /)
B E R A N . adS/PSMASHERERS H & 1 g 14
() IE A, - LB e 3k 4 2R (1 B AR, s 4
AT DNAE Z M B ThRe S5 21 S BE .
FEoASHR R 1) 52 Furh, SR R B A P A E
B A PA200I) B [ B4 7E AR 41 BUDN A 453 12 52 Ak
T RSP R OB ZOHE R .. XTI
W, FEXG BEAE BCE o 2 B ARV AR E R
04SIE LR OB DA E AT . PA2005E R
[k Rk R R AE S T IR 2L 5 R T 4 M AR K 2
D B, T RS T e AR E 7, TiZH R
1 P e 2% B v R 20S JHr H (1) A0 I 44703

3 AEBAKREEIRRNTSIZ AT
YLER (AN R — LR PER 1, TEASDNA
Ff . 2 e 0 B T P R A R S A A

. anaiprid, HEE A KER SRR EA
FRAPIRIBEFEAEMG . IR S AN R R 20 i (1B 1 R
WHEULZMABINEE, thin: LN S, DNAR S|, &
SAEH, DI 0 PR AR AED, et i 45 )
e E AR, R MBS BT — 2
PR P2 A E ARG B mmEm. AEAMZE
ARAB i AN A S Y (0 3R 3 S A, 04 4 B A
Ffb FHIEALAN 2 BEA0 S, T DUAH B AE SO 50,
filtn: — A& AT LA A R — 8 A o T3
fib A Bl e SRR 4L B 1 4 7 2 () BS AX /MAR 1 —
AN E AN JE BB R E . RR & SR H <
1B, 2] DU 2 A S B IS 8D, AR A
AR, XM E BSR4 S TR
R B SR IK B AN [F] (1 T Ui 2R 4 2 T REE 7,

Y BR (181 2 TR R AR EL I 1 A7 2 B2, 1
W [J]— A AL 5 AN R 4L R (B 2 (R A77E 58 5
P R B, 3 — 282 B A i 2 T 1R 18 42 i Bk
NIEAL R KT R, — AN AR
T2 AR FTH3 I E8 917 5 20 R (K 9) BE 1T LA AL,
(H3K9me)th 1] LA 2. AL.(H3K 9ac), {H & 2 [ 4F
EMEH . AEANLBAKICR— B AN
5 B DR S P 1 5 5 U AH 5% T 4L 2 1 ) PR A )
5 35 DR ) e ST BT R I SR B | 3847 AE 25 DD R B, 4
R 1 H R o) 5 (R R T A [ S i e T HR 64k R
AL RRR S . BREFIEIEREAN, K2 B EAZAEY)
R A7 AE R /K SF TH3KO H R4k, T 38 °F 5 H3K9
LTBEACAE JE DR R 45 (R D RE AR 5, iR EE I &
P Ak, 5 35 IR (10 96 R 2 3 2 IR 9, T R 34 U S
LR M o5, X B 2 8] F A A
AT R BT 02 30 40 M 4k T AN TR) F 2 IR A, #a il J
IR (ARG BRI

B B I 22 SO AT DUR AR AR [F — 4
A AN FE A AL R 2 18] (2 ) H B2 A R A R
FHIAS B 2 8] (O X% ). Blin . 4158 14 H2B
K 120457 i 1) Hyz R A0S & 2H 2 A H3 I K4 M2 79
P TR (K7D A H Ak [ v s (R R WO, kA, 7
R R 20 H H2B K17 S S AL 4] 1
AR 55 1007 22 AR (S10) IR BR Ak, 44K (A H 36 4%
F R Ste20 X BEAEH2BK 1122 Z WAL HARZS R A REXT
SO H2BS103E 4T Witk . 1X 3R, H2BI 4Btk
IR b 2 [HAFAE B I G . HA V20 TR HR,
H2B ) £ 1Ak R IR A4 2 1] (1 4H T R PR AT i 55 A%
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AW ET AR AR ST ) WY, FE AT B A K
iz BEA b, 208 1 H2BK LI 6L B 2 R 675
Bl GenSHEALTE R, T 7E BRIG FE T (I R4, 20
W A2 OEAGES Hos3 W] UL H2BK 1ac i 2.1
A1 HH2BK 112 2B Ak 2 B BRSO 7 T 08 %
BT i . 124 H2BK 11 RASAR R (Q)R, 45
QAL A AT, P DU, AR, 38 1 S
FHTE . bk, H2BK 11 QI 2828 {4 41 i £ % H, 0,
7S At T B B I

A LB A 2 [R]  TR] B AR T, v FRATT AT LA
T TR ) R AR T A8 A AR T 4 R (1 A8 1
2 ) 1 FAth =2 SR TUe, i, ZH R FTH3 M Arg2.
Thr3FLys4 1] DL 73 59 F 3640 B IR fb A R4k,
XEAE M 2 MRS S AFAE P, AR, H3R26/1)
FJEAk . H3K27H H B4 B 4 kA . H3S28 1) iR
2 [B B AT BEAFAE A LSS . Bk Ak, H3RSH F L1
ATH3T L BERR 1L AT LS H3KOFH3S 10/ 181 K
X A Az AR AR S B 5 1211,
CAEEER L. WAL 2 kAL, AT UM B3
W5, MR AR R . SR I SR, A
P&k Ik AT R R R 2 3 8RR A7 A2 R AN
SUMOL TRk 2k,

4 BEEMEBNENFEN

SHL B I B AN LR T A G £ 5 45 ) N R R
(RIERIE, I T DA M i R A 0 e A 46 2 L B2
Eibup
4.1 HAEBMERSERFEE

RNF8/ S A H3M 22 2L BifEA
R B8 i 3 S 2 2 v R AT L D R AR KT . T
U, rFRds RNF8ELA B2 1 H3.3 )5, US7/EGFRVIII
11 T %F B A2 7 RNFS(WT-rRNFS). FHASS #4918, 58
A5 [#] RNFS(rRNFS-FHA-M). ¥§ 840 5 1 rH3.3B.
rH3.3B-K4RFAF AT RIZ W, 5 UST4HfuAaLL, ik
Fik EGFRI US7/EGFRyIIAN i H AT 5 vy 80 A v
FEACTFNFLIR ™= A KT, $& 7~ 12 20 PR PR W 2 it /K T
SEIE N T HE AR K P 3G 0 AT B RNFS 1R B B
o HE—BHFFE RN, RNFS I B A2l i I 45 4 2
I H3 RS e MR 1 TR 4 L R IR A P 14 21
) SRR Bl p300 1] 1755 4 i A Tl I s X A
R R PCK 1 Z. k1L, B 24k 5 i g s i =X
A 2 2 A R R LT ) S35, LA SR 1 1 P

PCK1F3E M, TPCK 2 HE 542 ORIk, &
MRS S RS R
42 AEHMEBREMELYE

MYCHR:—A AN, 1 CCNDI14 1
KXt IR 1R R AR AS HEAT VAl . BF 90 R B, PKM2 7]
i MYCHICCNDIE:H JE 21 X 38 [ 20 2R (A H3 M T
BL R AR A, R 3E MYCHFI CCND IS [ ) %
s, 7 H EGFAI s 5 8 PKM2 M AL I H3T 1118
FRAAE MYCHI CCNDI 5 8))1- X 3G, 7] ik 53
T E372 R E A IER R RNF8 4 52428 MYCHI CCNDI
BRI 08 30 F X 3. 48 55 3 5k 1) RNF8 A 4 53 4
R ER AL H3T1, S H3IN 2z 2B
HVEE 5 Bl . 5 EGFRML, IM/MRATAE A K
(platelet-derived growth factor, PDGF)H ¢ 175 5 PKM2
FIRNF S i 1 25 25 11 H3 1) 85 1157 P i DA S e-My e Fil
CCNDIWIRIE . H—SH R, T KB FHALE
15, 55 (1] RNF8(rRNF8-FHA-M)FI 5 447 5158 15 5%
(9 H3(rH3.3B-K4R) W] LAl e 4 i ) 19 3, 3 W
RNF8 [ 14 1 H3 1) 22 12 2 AAS U % i Jed 400 it 1)
WU A S B U, M, RNFSIIERS AT LA
R A, 1 RIK T AR RNFS(WT-rRNES) ] L]
RNF8#k K Fr 3 30X b AE M) 25808, (HI 3R98 FHA
G K S A IR RNF8(rRNF 8-FHA-MYW| JC I8N o
T RNF 81 415 (1 H3 B Al 75 N 8 JEAR b e 200 it
GSC11GBMH A I F, 2 BHRNF8 4K i (1 2H 25 1
H3 [ 212 R AAE AN B TR B AR5 el i AE A
PIBR R,

A SR, BTz BT PKM2B 2
5 7RI s, dhmsem i kA . HE
25 LIBEAL G 8(HDACS) e S 25 & PKM2 1 K 62 5% 1 Jf:
2% AL, K622 4BiAk J5 (23 PKM2E N2l
%I 5 B-cateningi &, MMM CCND LR 5% .
IEAh, K621 2% AR R 52 1 PKM2 i 175 14 R 455
AT A . X eegh JHR , HDACS/PKM2/E 5
AT A8 2 MR YT TR 1R T I S0,
43 HAEBEBSDNARGIEE

DNA XU Wr 2 2 —Fh i 2 ME I DNATR A, 0T ik
RAHAR Gt 7 X 3 1 9E 8 KR PRIz AL B, A
M7= AEDNAT S B R T 45 G A0 i XL T
E372 I BFRNFSFIRNE 168 UL 2 UBC 13 i i 7 /E
F, HAUBCI13/& —FIE27Z & 45 A, 7453t
FAAEKO3IERE AT RBES. TTRNF168T] fiE{b 405K 1
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H2ARZ # IS EUE S 7 (53BP M 5E4E

RNF&itH i FLFHA S5 1) 455 5 i W2 A4 1) 1 T 245 2
HMDC1 & A HAFH, HEDSBAL i b Rsi 41 2%,
72 FAL EE AH2AFIH2AX. £ i 5 DSBIX 15 4 5%
Z 2B KT B3 I, BE 2 1R 2 B £ FIDNA
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