- BRIRE -

J Med Res,Jan 2013 ,Vol. 42 No. 1

THEW 2 KT B A W 58 F I R TR 7 R 48 R AE 1
&% it

1 Oh KS, Bustin M, Mazur SJ, et al. UV - induced histone H2AX
phosphorylation and DNA damage related proteins accumulate and
persist in nucleotide excision repair — deficient XP — B cells[ J]. DNA
Repair (Amst) ,2011,10(1): 5 -15

2 Hartlerode AJ, Scully R. Mechanisms of double — strand break repair
in somatic mammalian cells[ J]. Biochem J,2009,423(2) . 157 - 168

3 Shrivastav M, De Haro LP, Nickoloff JA. Regulation of DNA double
— strand break repair pathway choice[ J]. Cell Res,2008,18 (1) :
134 - 147

4 San FJ, Sung P, Klein H. Mechanism of eukaryotic homologous re-
combination[ J]. Annu Rev Biochem,2008 77 229 - 257

5  Beucher A, Birraux J, Tchouandong L, et al. ATM and Artemis pro-
mote homologous recombination of radiation — induced DNA double —
strand breaks in G2[J]. EMBO J,2009,28(21) : 3413 - 3427

6 Lieber MR. The mechanism of double — strand DNA break repair by
the nonhomologous DNA end - joining pathway[ J]. Annu Rev Bio-
chem,2010,79 . 181 -211

7 Gu]J, Lu H, Tippin B,et al. XRCC4:DNA ligase IV can ligate in-
compatible DNA ends and can ligate across gaps[J]. EMBO J,2007,
26(4): 1010 - 1023

8  Yano K, Morotomi — Yano K, Wang SY, et al. Ku recruits XLF to
DNA double - strand breaks[ J]. EMBO Rep,2008,9(1): 91 - 96

9  Boboila C, Jankovic M, Yan CT, et al. Alternative end — joining cat-
alyzes robust IgH locus deletions and translocations in the combined
absence of ligase 4 and Ku70[ J]. Proc Natl Acad Sci USA,2010,
107(7) : 3034 -3039

10 Wang M, Wu W, Wu W, et al. PARP -1 and Ku compete for repair

of DNA double strand breaks by distinct NHE]J pathways[ J]. Nucleic
Acids Res,2006,34(21) ; 6170 —6182

11 Mariet PO, Florea BI, Persengiev SP, e al. Dynamic assembly of end
— joining complexes requires interaction between Ku70/80 and XRCC4
[J]. Proc Natl Acad Sci USA,2006,103(49) ; 18597 — 18602

12 Riballo E, Kuhne M, Rief N, et al. A pathway of double — strand
break rejoining dependent upon ATM, Artemis, and proteins locating
to gamma — H2AX foci[ J]. Mol Cell,2004,16(5) ; 715 - 724

13 Downs JA, Jackson SP. A means to a DNA end: the many roles of Ku
[J]. Nat Rev Mol Cell Biol,2004,5(5) ; 367 —378

14 Douglas P, Cui X, Block WD, e al. The DNA - dependent protein
kinase catalytic subunit is phosphorylated in vivo on threonine 3950, a
highly conserved amino acid in the protein kinase domain[J]. Mol
Cell Biol,2007,27(5) : 1581 —1591

15 Uematsu N, Weterings E, Yano K, et al. Autophosphorylation of
DNA - PKCS regulates its dynamics at DNA double — strand breaks
[J]. J Cell Biol ,2007,177(2) : 219 =229

16 Berg E, Christensen MO, Dalla RI, et al. XRCC4 controls nuclear
import and distribution of Ligase IV and exchanges faster at damaged
DNA in complex with Ligase IV[J]. DNA Repair ( Amst) ,2011,10
(12) . 1232 - 1242

17 Van HD, Brugmans L, Verkaik NS, et al. End - joining of blunt
DNA double - strand breaks in mammalian fibroblasts is precise and
requires DNA — PK and XRCC4[J]. DNA Repair ( Amst),2004,3
(1):43-50

18 Enders A, Fisch P, Schwarz K, et al. A severe form of human com-
bined immunodeficiency due to mutations in DNA ligase IV[J]. J Im-
munol ,2006,176(8) : 5060 — 5068

(ks H 9 :2012 -04 -29)
(18 H ) .2012 - 05 -22)

/

IREREBNRUEEEARER

B A EAEX

L g o e [ ) 22 4 RV B 9 Lo e LAY S
PEIDIRE , S 5 BB AR m AR R o . R BUA
BT IR L A 2 50% 1) B35 e 1 RIGIT )R
S AN BLAE ARG A%, G35 I 5% 2 18 9 A9 4k B
Mo e FUBRIE BOLH E 2N . eI EE A2 9357 h A%

AT H E R A RE = 4 B H (81072175,81102010) 5 |
T RN 22 3 4 WE B T H (06DZ19505,114119a7500) ; | 1§ 7 T4 = R
WFI A (2009113 ,2011198 ) 5 L ¥ 17 8 o5 2 B} @ 5235 H (B90S)

VB BN 200433 il 55 7% B KA B D A i 5 e b R R

WIREE : EREA, B2, LA S, FAEEI, B 7 FH: ya
jiewa0459@ 163. com

.10 -

G FARMNEA B, BRI & B 50T vl LA Bl
57 F R (B Hl a7 A i ok R 4 4 00 T AR A K Bk
PR BRI Tz F BN . XTI E , MR
IRIT (LS AR YT L 9 20 AT U7 R AE ) B 1) IR T ) 2 T
B AR T i R B R

— AR EMEBNIERE D FIREZSE

WG, PRI 2 R G N B A B HLA 35 1Y
fRZEVE, 20 50% ~T5% W% 78 (38 S 2 PR N
et B2 AR N R e % — FEA RONIR T T B
FERERE AR . Dawood 25" HF 5 45 5 s LA 5%
B N SR 0 FL AR A S A AR T R 5.8 A A



Eambor e 201341 H H42% H1

- BRIRE -

and in vivo[ J]. Clin Cancer Res, 2010 16: 1509 - 1519

9 Bang YJ, Van Cutsem E, Feyereislova A, et al. Trastuzumab in com-
bination with chemotherapy versus chemotherapy alone for treatment of
HER2 - positive advanced gastric or gastro — oesophageal junctioncan-
cer (ToGA) : a phase 3, open — label, randomised controlled trial
[J]. Lancet, 2010, 376 687 —697

10 Jgrgensen JT. Targeted HER2 treatment in advanced gastric cancer
[J]. Oncology, 2010, 78 26 —33

11 Igbal S, Goldman B, Lenz HJ et al . S0413; a phase Il SWOG study of
GW572016 (lapatinib) as Wrst line therapy in patients (pts) with ad-
vanced or metastatic gastric cancer[ J]. J Clin Oncol, 2007, 25:4621

12 Hecht JR, Urba SG, Koehler M, et al. Lapatinib monotherapy in re-
current upper gastrointestinal malignancy: phase II eYcacy and bio-

marker analyses[ J]. Proc GI ASCO, 2008 . 43

13 Kang Y, Ohtsu A, Van Cutsem E,et al. AVAGAST: A randomized,
double - blind, placebo - controlled, phase Il study of first — line
capecitabine and cisplatin plus bevacizumab or placebo in patients
with advanced gastric cancer (AGC) [J]. Journal of Clinical Oncolo-
gy, 2010, 28(18) ; 18s(abstr LBA4007)

14 Sun W, Powell ME, O'Dwyer P et al. A phase I study: combination
of sorafenib with docetaxel and cisplatin in the treatment of metastatic
or advanced unresectable gastric and gastroesophagealjunction ( GEJ)
adenocarcinoma (ECOG 5203)[J]. J Clin Oncol, 2008, 26:4535

15 Morgensztern D, McLeod HL. PI,K/Akt/mTOR pathway as a target
for cancer therapy[ J]. Anticancer Drugs,2005, 16(8) :797 - 803

(W fm H 11 .2012 - 05 -24)
(&R H 3 :2012 - 06 - 25)

NHE] i£721&E DSB Uit E

HRR BPAR EIAEX

— AT 4 A A S DR 2 R A2 E ok P R M R Ak
T R 3R 400 407, 0 355 355 SRR R S S A 407 1 K
Bﬁo Ry A I DR 2R 1) 5 R 1 R R R 19 kAR T

Y5 R Z 5t DNA 220 A1) D, DNA XUEE
W”(DSB)%%%%E@ DNA $5t 5 2 8, 3 H & i —
SEAR YT 250 | R A T SR AR A B ORI EF%
ThEmiES" . RZ RV DSB R AL 15 A
A0 A A T P BB O G XU, T DSB EEDQ
%) BN T HER () DSB A& &2 FLSE DR 21 4 4 2 2 0C
EE . Kb, kT S s RN A Y 4R 48, 41 i 2 25T
P[] DNA WUHE W7 24 . NHEJ 35 22 2 75 1 7L 2h 9 40
ML i) DNA BUE W 24 i B2 it 2 o AR ZR3R LT &
P43 NHEJ 348 K A% 0 B R Bk 98 3k g

— .7 34 DSB £ iR 2 MERE

FEEFLZh 9, DSB Al L3 1o # Ff AL 6 46 A . [
YA AL (HR ) A0 [R] 95 K 3% 3% #2 (NHEJ) ™', HR A
FH A e e o BA0A [ 2 B AR, DR bk R BT 2 A4 7 40 i
Wiwe S F1 G, W1, 5 — s, NHE] B8 & 82 5 B i

AT H E R A RE = 4 B H (81072175,81102010) 5 |
T RN 22 3 4 WE B T H (06DZ19505,114119a7500) ; | 1§ 7 T4 = R
WFI A (2009113 ,2011198 ) 5 L ¥ 17 8 o5 2 B} @ 5235 H (B90S)

VB BN 200433 il 55 7% B KA B D A i 5 e b R R

WIREE : EREA, B2, LA S, FAEEI, B 7 FH: ya
jiewa0459@ 163. com

P~ 2409 DNA SR v, TR 75 2258 DSB8 &2 1 [F]
P A, S HT A DSBAREZ A58 1) E 2 il 2 — &
A0 E 6T HR A NHEJT 3458 48 0% 46 #1245 1 49
THLHI . NHET 35 BR B 20 4 A 40 i J8 39, i 7 S
JE WA G, ] HR #1 NHEJ [ 2454 DSB, HR 7£ i
A AR DA B — R SFHLE O L AE 4 P
SRR E bR E B X EENENY . HR @i
FIFH — A58 1 (%) 4H Ik e €5 SRR AR 48 52 A AR 2 DSB
AT EENMMBE, N, FERTERIALNY
PSR WA G, W], NHEJ 1T 3 1F % 48 Mo J5 300 e 4
L EFLEh Y& DSB B E M FE ikt .

ZNHE] £ ZHHRHE

NHEJ & #2248 DSB ff — @ Z ootz 5T
HiEEZNBEE IR, 25 NHE] W EE 0T FH
DNA — PK( — i 22 & 2/ 75 2 1R & 11 3, e i fkll
3 DNA - PKes #1754~ 4 B B 7 Ku70 1 Ku80 £H i
M) 4=fF) DNA #HEFIV X B E X HEAHEH 4
(XRCCA) A0 T2 0 (A b, 9 B BE Y
HE BRI NHE], Hofa 35 24> A A i

NHEJ (955 1 28 K 0 R AK MY Ku 8 H 45
A T AUEE DNA /K%, DNA 454 Ku 2 143 % DNA
MRS 25 11 8B R Ak 7 B (DNA - — PKes) |, JF 0TS Hoi
Mg 1 o 7ER P DNA — PK W 016 PR A 75 1 5 o
HiEE R, DNA - PKes &4 A S #m b, 15 H

. 7 .



- BRIRE -

J Med Res,Jan 2013 ,Vol. 42 No. 1

5 DNA 254, B E 24 DNA X4 DI fE. DNA
g4 Ku' & H b ml DLSE4E DNA #$:0 IV #1 XRCC4
1, 1X 55 B% L8k, DNA H R IV/XRCC4 & A1k
FEAE T N TEVERT IR IR IS % AT R o SF4E 1Y DNA % $:
IV/XRCCA JE Ji — A4~ 7™ % (1 5 G R, 330 Ku 21 1)
PIASAOL, i AMP 3% 2 i iR 1 2 &2 4% 1) 3 A1 DA i 3
F 3 DNA R, A ZCH A A6 7 4~ 38 5 79 DNA K i
HOFT R, MO TN AH 2 AR DE B A9 DNA K I A7 AH
WA/ A T L T M B R A A AR IC E B0
DNA K ughf, XLF %} XRCC4/LigIV BA KA R ok
WALVE T . 72 DNA R 7 20 XLF 5 Ku AH B {E
LA L2200 0 DSBS Jf H %4 DNA™ | B T 6%
(g NHEJ, 50307 19 BIF 5 26 B, 40 8 9 77 76 — A B 89 1
[] 5 M A 8 14 55— A NHEJ, 3 Fh 28 R il 57
LI A 5 OB R /N TRV TR X, AR
I ML o AT A EIE I 5 — R A K HE Ku70/
Ku80 S — (ARl 2 3 IV (9 NHEJ 42"

PAHTIA R NHEJ Bk — AR 3 F — AR
R AR AR LN RA T SER
N BT S BEY, B AN b T R R . SR, AR A R
B, NHEJ i 8 .0 X 28 T 4R A R 78 7 17 WUAE thy 4,
[F i) 7 DSB A i — N2 A . X R, NHE] Z7F
DSB b 3 13 77 16 (4 7 A5 4% 0 DR 38 1500 4 2% ni 1) 2 i
SERHEAT Y o PRI, BT AR AR T Y A A0 R
Z7E DSB [ BiSE fig ik, NHEJ J2 3K 3 an{af ) — 4~ 4
BN —ANEA R, BeA, A N, PARP -1 1]
fit 5 Ku70/DNA LiglV & 2% (4 A0 545 A, LA BH W7 2 3%
Pk, 7E DNA #5451

=.35 NHE) g€ % LEZE

1. Ku % [ : Ku % (42 Ku70 f1 Ku80 5y — &
I IHIE L — I S50, S I 5] DSB 453 1 %5 & 6
ERREH . EARMET  Ke BRFEVIE4HE
IR Z — % T DNA K i 5L AT A% o 1 5% R g
FH Tk SRR L6 TR A0 M v, Ku ] PRsk 25 22 2158 AR B
() DNA WUEE Wi 4, 76 NHEJ i 42 Hh i DSB & 845 .
Mariet 25 R SE 75 BOGIA F DSB H FRAP 1l 4 2 4
Fi 8l 715, Ku 4y F 0L T4% Wr 24 1 2 5 129 2min, i
fITWLE2 5] GFP — Ku80 JF & 7 JLAD Bl 4 AL B 78 BOG 7
SHG R, ARG 2 3min KB e KO, TERK
F R R)E , IR AL ) K i GFP — Ku80 & i [ 11K , 2
20% K Bt 28 1 R AE 2h IR 4R 78 22 30038 07, 3% oL T
ST IEAE#ETT DSB AR & (R I ] U R, AR AN AU AE
S o A X E) GFP — Ku80 [ FL B 75 /5 224y

- 8-

S0 i e G e (o A L T L e L B R R
o H Al NHEJ 2 (1098, v BE 2 B o Ku 2 (1R JE 45
PR B LG FE DNA K, Ku 5548 S0 AN 77 2 A
() NHEJ [ 2, A M #£ 5t = DNA - PKes fil XRCC4 4
i GFP — Ku80 AL DSB, X /> %¢ 3 13X /> 48
2%, Ku J2 5 W DSB (% e i A5, IF A B Je i E
JoT 4H B 4R fE SR BE SR & B, NHEJ 3% 42 Ku70
Ty RE Bl % 23 18 i 240 B X Fi 15 S i HY R Ak 2 Bt i 9
259 B R

T Ku 2 78 580 20 M 0 20 M e % i o JF
FLXFF DNA A v HAG W &5 19 26 F0 7, Ku 76 4T 4] 175 10
TEJES 1 A SEELE DSB AL S A BE Y . B HE D
H M Ku (g FOR G5 218 Ku 85 FIE & DNA 8565
HoAth DSB &4 /1% A F B BEf DSB &b Ku J& &84k .
TUNEL 3 FH 2 s Jid 40 5% A% 1 AT LA 0 38 3 0's 5 s
RS R A B A0 AR N 0 DNA U By 24 4 7 ' AT R
b, B Z W] Ku 454 1 DNA 3 35 0 oA 25 1 5 T
HEA

2. DNA - PKes: DNA K #6185 11 3% B i) 4 16 W7 5
(DNA - PKes) J& T 85 B2 LB 3 3800 AH OC 85 1 I0E K
W AL B HES Y h & B, DNA - PKes 1] £ Z A~
MR R, OIS AR A B £
WA 2 A A6 it 5% 72 U 8 T A 1) Y0 7 R AB B YFP
- DNA - PKes 1] LIE % Hi R 2 7E DSB i 44, H 2 A
BERRLE O B FE B o . BRIk 58 48 DNA - PKes
(R 22 12 43 15 1 — A D DR AT R O 7 3R 3K Y B R fh 28 A8
() DNA - PKes ({40 o o NHEJ J2 7 & JCRL Y o SR 1
FRAP 73 H7 #4486 75 76 DSB 4b 58 45 f#) DNA - PKes iX
TSR 1) i 25 1 O — AP AT BB 1Y R B . 7E FRAP 43 #7
h,7E DSB Ab (1% 7 4 % DNA - PKes 1958 Y6 PE7E 266
BEAIEWRE 21 60% . K, 78 2 4> 5 TR Ak A 5 98 A4
FVBRE 2 1% () DNA = PKes 628G H S 8% 2 3E
WS X S5 AR 1) DNA - PKes b BF A2 A DNA -
PKe 8 K I 3 4R 5 K. FRAP 43 073X 26 55 W 3%
W], A BRIk 5 35 7E DSB 4b 1) DNA - PKes 193] )
%, 7 NHEJ ' DNA - PKes (1955 iR 1L T g 2 L1
LI (R 7Y ST NS 42 g

TE DNA i 77 A, 5 40 5¢ Ku /) DNA - PKes
W — 4~ P BE 55 4 9 DNA - PK ) & ., Uematsu
25 SR AR WORE S BRI, YFP AR1C 89 DNA -
PKes M 8172547 0. YFP — DNA - PKes X} DSB %S89
5 T AR SR SRR TE B A . 7E Ku80 ik [
M4, YFP — DNA — PKes AR TE DNA X% K 24,



BEAEprseeil 201341 A 4248 410

- BRIRE -

JF HAE Ku80 &k [ 241 L o A~ A 2 BB M Ku80 W] &2 I3
YFP — DNA — PKes X} DSB & 57 i 4 52 0 , 3 75 25 b
F W] Ku Xf T DNA - PKes [0 hif DSB % 3¢ 5 %2 19 /F
FHo AT JEN DNA - PKes 5 XRCC4 AHEAEH]HiX
BE A AL A B AR F 4T DSB i% S 9 DNA — PKes
W25 N AN 2 T 1, R A 38 R FE XRCC4A Y Bk 53 40
Mir DNA — PKes fE1E % R 4L 75 DNA XUE Wy 24 40
TE XRCC4 1y 6k e 20 B v ) DNA XUEE B 24 40 B R 1Y
YFP - DNA - PKes fif 85 2 B i 18K i, 22 iR T8t
Z XRCC4 B HE R

3. XRCC4/ligd : DNA i £ if IV 7F H & Lo 5 —
PRSF % DNA 3% 52 g 45 k) $80FN 5 78 F0R L i 380 A £ 16
() BRCT 3, C — K ui P4~ BRCT S5 i) i X, J& 75 2
5 XRCC4 L HAEH B . 5 DNA % 320 IV 09 A0 5.4
) XRCCA [ 2L25 f X IR W], XRCC4 1) — A~ BRAR
118 3k 38 DX IR A 46 il AR e Th A — /i 5 DNA % 43
it IV i A B AE H . A BF5E 7R, XRCCA 45 il i 2 i
IV B AR 38 R 43 A7, O HAE DNA $5 73 b fff DNA 3%
PRIV SRS Fom . BSR4 R B E 19 DNA
ARG IV I S AR SE R (H R Ml DNA 3% 422 [ (1 45 14
O B, T 78 2 5 O S 1 2 B B SR At T S 2 Y
DL EHEEE N - o DX (30 1) A2 358 B O w1
PP B — 1 BE R SF I SE R BE 78 ATP — 3 4y 3L 1A
(o JE TR o 58 2 AN, 8 R B FR O OB (ZE45 ) sl 4h
S, A E— 2B RS R AL TR LT

XRCC4/DNA % $ il IV 2 RE % % 22 W 24 55, B i
FEIEAS 0 ROTAT BE AN R 1% 452 2 D Al SR X (4 R
HE) RRE A DNA Kty SR 5 HAx 1 5B W7 24 7T AR
R AN FLE B B B R . — LB R R, AE XRCC4
1) 3% H2 i 1V 3t % 722 S n] 2 o DR A AN e o R S
HURAE . XRCCA T 2748 3 304 B 4 I Ak 45 1 5 N
O BURG Y 22  A B = . XRCC4 1 28 75 114 41 il &
XA BT 9406 52 (9 R R B B3 AR o BTk
SRR Y £ 15 BB % 180BR 4l i & (1 45 S R AR e T
AT IV A AL o i R278H 84, AT 5 34 58 A% il
PTG PRS2 400 . 78 NS 4R IV (0 5878 i 2 i DU 25 &
TIE W JE AR G (0 B2 9 R 200 T ) S R
e ROR R AR Rl R AT G I PR 2 R B
Z XRCC4 7 45 IV 5 AT o] H A NHEJ [K 3R i) ™ 5 1K
B LB (SCID) 1/ BARZE L .

Y24 R 1k, T B Z A A 1 B0 S S R
PEARDCHR , 76 N 1 vh B7E 98 E R 35 XRCC4 FiI
LIG4 Z 25 BB 75 W77 5 56815 & i Jgg 1) 5 SRk 2 AN T

o HAMRDMERBIR, § 7Pl XRCC4 FI LIG4
FE RN 2 ) T30 S R M 1 3 A AR S 2 TR O R
BUR T AR N B R 20\ 3 [ 2E S7 JE IR TR A% RORL R it
(9 JC 3 BT TN A0 I T bk B2 400 i XRCC4 ) 28 Fft i
Dy iR Z 6] 1 G HK . Borgmann 45 43 38 75 % 22 il 10
T 5% AR A bk C ) 4 A R TS S RURR B R R, B R Sk
J IR O I B AN BRI o SR, 3K 8 AR 1Y
e T LBk K AR TC IR X R 7E — A T kA
B2 LL B DL 2 A8 . 3 Rh Bk 2R I R 52 e i 42 il
IO BRL 1 4 B 271, 3k 3 ) 35t A% 1 078 B T e R
AE 1 Bl 2K

4. XLF:XLF {25489 I 5 XRCC4 AHML, ZE4 28 I
SHAMEAEM, R XRCC4/LiglV & &1k DNA
WG ATE T . XLF 09 RE0GE 31, J0H X TR AH 25 5
ANDEHC ) DNA K 3 ) 3% H2 02 2 CHEZ M . XLF JE A
—~ 4 1 BB DX 8 R AR A, EL A BROIR S8l A 2 R
(1, C — i 4 i X 3, XLF /02 H T 405 DNA -
PKes Al Ku A1 B AE A, Kk, ir /5 4 4~ NHEJ /) 5 22
2 1 HR 4348 e TR) AR BLAE

—J¥ XLF #2636 4 il b 5 XRCC4 — i iF
%) DSB 1, A A f 0 i 8 XLF gl h B — 1 5
XRCC4 My AH AR R A . SR, 76 3% 48 i b XLF
() AT A = W1, XILF /9 3£ 42 78 DSB 4k T XRCC4
FEAETC Ko FRAP U 53 B 26 W1, 76 DNA WU W ¢
SLAEM) XLF ff XRCC4 fas2 . XLF ZL45 % DSB 4b
# Ku,HATFZ DNA — PKes, [HIt, Ku 2 XLF 354
FFEWr R —HER R . SFEF N XLF, J5 4916
SRS LSS o B A BAE A, XRCCA 45 2
SEME. IR Al Y XLF F Ku 25 09 & K 7% A A
A BAE R B 3 BT R W, Ku Fil XLF 22 [8] /) AH B
YE I HKH DNA 1)

m . & =]

NHEJ #7245 Bk A Yt DSB B85 (1) £ 2 ik
ez —, Fu o W o8 HAE T2k A2 DA K 4y Jli 41 3 A o S
R 2 5% 4 00 & 1 4 9 0 8] A B4R 3
[F] 5% i, DNA #5456 52, 1 4 i il % 5 #r 2 B, 78 DSB
Ab L 554 NHEJ 2 1 2 28 MRS 1) 28 4, I H X
SR H AT AT ek 3 NHEJ J B, Xl sl 25
3% 22 1) 2R 1 I 38 6 T RE A B 1 U8 1 B A AR b
JE WL NHEJ f5 ££ BL A 25 1 09 %858 B )%, JfF B4
NHEJ B8 — A2 B8 K i Mo 21 F — 25 55 — Fh 4l
B MOULIN i A5 21 Y, B 2 Ak T XU 4E BB 24 4b DNA
- PKes 38 it — RIVABE5E, FATTAT LA 4

.9 .



	YXYJ1301 10.pdf
	YXYJ1301 7.pdf
	YXYJ1301 8.pdf
	YXYJ1301 9.pdf

