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P53 U AF LW RI B FEBL & U CRIEHIRESMNZNE T 5 Z e[ e 2h T34,
GIERE@IZHIOWSONB B/ 270 —F A HKIZBIEXEALEDORHD, ED KD LSEGES %
HIBBEPEBLE § 201220 CH — D JEEIE O, AR TR g tais & 5 e f R B
PZ DL A2 1T & LT, ililg - il &h T3 2 8% (PAb1801, DO7) OE/ Y u—+F
MR EINNT, ZhREhode@iiy &R T2 EOHIN # BN L SRVRE L= ) »
Il A IHE £ 7385 29 W55, LB IZ DJFR & 7 KRG IBIAINGSS 53 Wik & x4 g & L, 2 RO
&N 2 RIE U6 Tl — WSRO YL AEIE 2 5 L 2. 2RI, AHir ot r0x4 20
avIZ& ) DNA WL T, p53 8z T-Dx 2 v 5-8% PCRTHIRIL, ¥ — 2y ZRH
IZE DG FEMNE RS 2 BT 20 558 H 6 42 Jihk, KIBINIGES 53 524 & 237 #ikko
Bbh T 279 Wk A BRixd & U Thiily s, 2 MBI HUAIN O Qi Gk o stk T,
DO7 e aid PAL1801 S (il JE RESMEAIEUE A & D33 <, g & D i< AB & h 314l
(A3 d - 7=, HEBFRRBIO ML, N3 Piikizk D% 3. PAbIS01 H:(iTid, nested (B
PR IELE U 2 OB Y A2 0 TE) & diffuse (BRMERINuAHE(ES 5 2 & 4 < it
MOFAEIZE(E) A5, DO7 T, nested & diffuse/strong G Giibidl) A3, fluodijeane
JEIZHARLTEIT IO E A MK (71.1-938%) ARl 6, ThoDEGEEN 4 F
AR ET I LEARNEEAL SN, KBRS AR RO 74 M2 0 k)
(69.2-100 %) #»%, 7 3 /R4 % {5 missense mutation (F 7={3 missense mutation % {E5)
TH D, R pSY REAVRIERAIZLORES RS0 L Bx oht (W), DOT #EGETIE
diffuse/weak CREEIYE) D8 OISR A ARULESD S 3, Wil @I & R f g8l &
LEWKSEEARWTH S, —F, DI EAREYENUL TS PAB1801 H4 (1) 50 %, DO7 Y4h
D 773 %S A MRS 5 h, Zh 6D LN/ 82 — i deletion, inscrtion, nonsense
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mutation, splicing site mutation % & [0 truncation % ¥ 7: ¢ B TH » 72, p53 RIS
PEFNZ & p5S3 AL E & A TRIETERBEET 2012 EE$ 50005 5.

F—T—F I ps3 kMR, Rids(h, PAD1801, DO7, p53 iz T4 ¢

# =]

P53 A TE U A 17p13 125 (6 B RIS
MIEFT, MW7 R -2 2 &H@L,
DNA S5 ED Y 7 L4 V2 4 )
EFREZLTCED V=Y, ZOLEREELL DL M
DRLELZMELTHBEELSh TS Y9, ¥}
ERY p53 R T A RIC (30 7 FEE) My
PITHER M & B A0, AR 53 d 1k
SHRRFINATE L S WAE L MINICH RSB D, C
D 7=, LY p53 KNS RIEHIRE S M 2 1
TRBLE LCIlES 2 Z EMNTTHETH D 89 i
IZECDEFIEBIA & p53 {5 T- 2500 (7 {5 & 4ok
THZEMMKS, pS3 KNI TEE ) s —
TR E IO A g, s Vs
74 MY R Z LS, ThET
Fli % OIS ORGRLAET R, PIPLHIARS & g &
DA R O A e LTS h
T4 10-16)

GIER ORI, MR BRAHZIEARTE - &
filiTak D, BIFHTELHUDOBEKDBRLI T,
BEICERE R mMAR R =R TES Z &
1Zdh5. LarL, MEEE LT, BE - o
SEAIRFIZL O WM EBZ L, Hill+5E /20
—FHADRHEUZ & > TELF L & hil—DREH
RohanI &, Mdb. ps3 GIFEIZH L
T, XnkizE DL TWBE 2a—F i
RIIEHie Dt OMH B, &, HIDUEFEBD
g 71y b A T4, 1ML -OR Iy 17— 19,
5 % L\ _E ORI 20, 10 % UL ORI
W=29 50 %L OBAERIL 2 &85 D%,
P PERINEO 23 1l & T84 5 & 00 29, [tk
JE LIS A HIA L DE S ED W KL Bk
blroTd, ZhoDZehs, WhkBMKE
WD RO LB I35 2 Wd 5 L [FNFLZ, ps3

GIEHL G A AT IERIZ NIV B R, ED &S
AR EREIE AR BEBL & YT T R OO H
EE X5 %[0,

AR, RdEg @z & B ps3 I R B
kD& LIME LT, il - W Eh T3
2 pigiDdifk (PAb1801 & DO7) #WT, 4
FhORIERERIEORE LT/ 70 —-F 0
PNz ps3 MR- A L DI FEERGE L 7

MREFE

1. MR

SEBRIRR R L= ) & I KIBE (794 29 % 29
WA, PNBLEENY (Z WIER X A 2 A RN IS 48
SEW 53 w54 (BUFLIN 2 W54, RGP 37 954,
TPIRIRAT 14 9145) 2R & Lo, MiZoRisM
REFEIE I E AU O BN B - 72 20, fliniic
FOHRZ 23 Ll S hTu - o
Lh oI L 1.

bR S AR LN o U T TR VA 1 R A e o T T2
89 7 4 T a g o &, HE (@ & ps3
GIER AN 3,0m U 2 8L, 5 KU p53 MET B
FIN 10 m WY GETTHGIE 3 B ORISENIESS )
1210 80 OO & 1R L 2.

2. p33 RERE

pe3 H Iz T B ' 2 2 v —F ik PAb
1801 (Novocastra, Leica, UK) (A% 40 {%),
DO7 (Novocastra, Leica, UK) (#1554 100 %)
O2/A N, 20kE & wild - type,
mutant-type OuliF &Gk L, = F—Si3Fh
Fh, 32-79%7 I /fE 20-25HFT7 I //ETH
5.

3pum 377 4 2 UNY RIS T KPR, 0.01M
2T UREMMRREICR L, 121°C20 A — oL —



BT : el k5 p53 RN RPRBIOGHI 220 T 111

negative

O Bezpeteimp
@ e

mosaic

B 1 p53 it e by 42 S & — 2 4l
negative : FStEHINEZ L, sporadic : BytEMIN A BLEEIZT71E, mosaic @ BAMEMNEA O & APEIZfE1E
T A0, BEEHA AT 5, nested o FEEMEIIEASRTE U 2 OB PESNa L A M AL, diffuse @ BETE
FMEANE & A ERAET 5 Z & 2 < PUYEHINEA O $ A PRI {71E.

T CPIRINAG & 1T - 72, NN A o 58—
DTy F 7w 0.3 %MELKRIMA 2 /-1
il 20 A IICIRvy, Rtk E ZhZho R
(ETACRRIB X, FO8, REXbE -
Rk (A VTZ 7 A4 VY S YTLATA Y
MAX-PO (MULTI) =L 1) #% 5k 30 471t
RIS & 4, 0.02 % DAB4HCI - 0.02 % ik (kK
F# - 0.05M b U AfEGE pHT.6 THREADE, ~v
MR Y THRYE L .

3. pb3 RIEREFEROFM
Az i s o s gaihiEill &
L, ge@fathay bo— g s ghs

IEHER AL L U 72, 2 PRI Pk 4 s 7z i
Huta PEA T L] — bR D YL (A ENE A ) E L 72,
GeeaiB)E o B B hkig, ML L 2wk e LT
v o B r s L, kg A (AT M T e o+
Y7 E LT DNA ZHi L7z @igie i, b
PEHINE S A7 3 4 — > & QLE@iRIE OMLAS DA TR
fili L 7=, BytEfa A s 2 — 3o 5210249
L 7=, negative : M@ L, sporadic : b5
PN A BAEE I TFIE, mosaic © PBAEHITEA O &
AR T B 5%, BEPENIRARIET 5, nest-
ed o BEVEMIEASIAE U 2o VRS 4 45 Y At ik
(£, diffuse : FEPEHIIRAHEES 5 2 & 2 < Brlkifl
N OF & A EE (R, GeeniiEiE Rl o 2
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B2 p53 GZHetmIE D 7

A DR (strong). BEAVERSEL, JEMTO 4 (SR CIH S ML IETE 2 & 0.
B IE (weak). BiOURemtEANE <, JeSAR 4 (SHNFTIZH] S A R 23l
TEF, KW 10 52 Lo B CHEE METE S L 0.

F 1 ps3 AL ORI o1 S & — v LRI

D)0 —>

[RIEARESEE %

T+ BEEE (BO-BA)

sporadic 20
mosaic 1.2
nested 15
diffuse 34

9.9%4.5 (2.0-18.6)
39.7+8.3 (29.4-51.0)
59.3+5.4 (49.4-68.3)
89.0+5.9 (73.6-96.2)

B THEESD (P<0.0001)

DTG L 72, 5P (strong) @ BEAEEREL, 6
WO 4 R T TS 2 ICH E PlETE 5 8
D, sEbutl (weak) | O R EMEHREL, eiEL
P10 5L LOWR F Tt ETE S0
(X 2). B LA GBS ED OFEIZ T 2 D
ST & U Ao DRI & SR Y & AR
16 2RIk O Y (i 2 b & U 7=, it
PEAROGHINZ, ¥ LRSS D 2 £ Tl - 7.

TR & LT, MR R W5, Kby

PRI 2 4128 2 — > IO BPEAN R S% %, ke
1,000 ELL 1% A % > b L Co bl U 7=, B
HNaHE L, sporadic, mosaic, nested, diffuse %
NENOPNTHEXEAH Y (F 1), sporadic 1F
PR A LA 20 % LLF 12, mosaic 13 30- 50 %
12, nested (T 50-70 %12, diffuse (% 70 251 |12
FhEhnfiL T (H3).
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100%
OPAb1801  aDO-7 é %
A
80% O
©)
A
60% 8 A
50% |-------===----- A-evee--- |-----------------

0]
40% @
A
A

20%

gl 2>~

o@DCD

0%

sporadic mosaic

nested diffuse

3 p53 RIS GBI 17§ 2 — o L BRI s0E
sporadic (TPPEIUHUE 20 %L F 12, mosaic (3 30 -50 %12, nested {3
50 %-70 %12, diffuse 13 70 L. 1AL T 5.

1. p3BIEFERDKRE

10,m YIH GEFT#MIE 3 B RBEPIESE B
1080 W, GGz y 7 Eh
WK &, VISR FOv = 2 7 LET~
1rus4 s a7\, DNA74 VL —
2 —PSH vy b (HAMIELY) T DNA £l
L7289, 2Pz v o— igE-—WE o ik
R & U7z, pS3E T MO % < 13 DNA SN
FAL Y THBTII Y 5~8IZHELBHM L X
hTns, AfETEZh6 42Dy Y
%, AmpliTaq" Gold DNA Polymerase (Applied
Biosystems, USA) # JII\»CT PCRIZTHIMG L 7=,
FhEhDOTy ) ORI HWAET 74 7%
FR21ZRY. PCREME, 37 Hu—A7X LT

Wik L, W04 2D #%, ExoSAP-IT™
(USB*, USA) THiHL, Chi7 s 7L—-1¢&
L T ABI PRISM™ BigDye® Terminator v1.1 Cycle
Sequencing Kits (Applied Biosystems, USA) # H]
WTHA I LY — I LY ZARINE TV, KIEEY
% NucleoSEQ (MACHEREY - NAGEL, Germany)
TH{BL U -8, Genetic Analyser 3500 (Applied
Biosystems, USA) #HIWT Y -2 v A %
o, WFhoH v T, sense, antisense ¢
fd| & Puizd 5 Z & T ps3 A F O LN EEE L
7.

5. MREHEEIR
HEAIENT 1213 Pearson D A1 4 e ko £ 7243
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sense (5'—=3")

Exon ‘
antisense (3'—5")

5-1 gac ttt caa ctctgt ctc ctt ¢
(codon 126-166) tga ctg ctt gta gat ggc ca

52 cct gtg cag ctg tgg gtt gat t
(codon 142-187) cag ctg ctc acc atc get atc t

6-1 cca ggc ctc tga ttc ctc act gat
(codon 187-222) gct cat agg gca cca cca cac tat

6-2 tct ggc ccc tee tea gea tet tat
(codon 187-224) tcc cag aga ccc cag ttg caa a

7-1 tgg cct cat ctt ggg cct gtg tta

(codon 225-258) cca gtg tga tga tgg tga gga

7-2 act gta cca cca tcc act ac

(conon 228-261) agt gtg cag ggt ggc aag

8-1 act gcctcttgcttctet ttt ¢
(codon 261-295) agq ctc cee ttt ctt gecg gag att

8-2 acq gaa cag ctt tga ggt geg t
(codon 266-307) ttg gte tec tec acc get tet t

23 PAD1801 fiifk & DOT kA JIv 7= p53 Gupisieafig)s o this
A. [BE#ERS R/ (F—2

Do7
PAb1801 : : ; :
negative sporadic  mosaic nested diffuse
negative 22 12 3 1
sporadic 20 94 13
mosaic 9 17
nested 16 6
diffuse 66
—345E 133/279 (47.7%)
B. iEE
DO7
PAb1801 ,
negative weak strong
negative 22 15 1
weak 141 13
strong 87

—34EE 250/279 (89.6%)
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Fisher 0> i % 0ifE 27 iF 81 4%, Mann - Whitney O U
HEE I, p<0.05 2filiEHD &L

] £ S

1. REXNRRR
[Fl—H5% T & Y20 B p53 GrEife (AlENE & 71§
BOMBAGAET 5723, RIER@IEN & p53ilt
ETAREOMFEERMN T T LT, i
1136 20 WZE A0 & 42 THLK, RNISENIESS 53 #i4 A
5 237 HROA b T 279 Wikl & hie.

2. Bi3MEERAV: p53 RELBEEOLR

PADb1801 Hifk & DO7 iifk % Alv> 7= p53 fiiE e
@ (LI, 2412 h PAbIS01 He(a, DO7 itti &
We§) DYLanENs A L 2o (3R 3). PRMERLSY

fir8 8 — v D—HIL 47.7 % (133/279) Th -
7-. DO7 ¥« i3 PAb1801 % (4 (2 e~ sk Ml
A KD B IC KBl E W AR H - 2. PADb
1801 %% (% negative ¢ 38 fiihkh 16 WK (42.1 %)
13 DO7 YetabsittT&H D, sporadic, mosaic, nest-
ed O 175 Mk b 36 THIK (20.5 %) TIX DO7 %
(i diffuse & Fl5E X 7. A D—FOEIE
80.6 % (250/279) & 534784 — Y IZHARTir -
7= 4%, DO7 4e(h i3 PAb1801 e (Al e (il )5
M B Eh 3RS dH - 7.

3. PADIS0O1 REDRBREREL p53BEFER
ENHEA
PAb1801 SN )Y & ps3 MR 2t &
OBF AR IR, LT, BBAEL T h
g Jeta k) 13 sporadic & mosaic 1 weak A%,

4 PAbISOL Hifk# )7 p53 Gyt (qileng & U (774t

DEEE EE TEIRPIAETS
DW/IG—->2 WE n  ORBETFER(+) BR/)9-> n BEFER(+) ERIN9—>
insertion (3) ?T:::;‘(?)
negative 12 8(66.7%) nonsense (4) 26 11(42.3%)

splicing site (1)

nonsence (5)
splicing site (2)

rmissense (1)
missence+silent (1)

. weak 11 0 116 7 (6.0%)  nonsense (3)
sporadic silent (1)
splicing site (1)
strong - - - -
. weak 1 0 24 1(4.2%)  missence+nonsence (1)
mosaic
strong - 1 (100%)  missence (1)
weak - 2 1 (50.0%) nonsence (1)
nested
strong 7 7 (100%) mussence (7) 13 12 (92.3%) missence (12)
weak - - E -
missence (36)
missence+nonsence (3)
diffuse i +silent (1
strong 11  10(90.9%) missence (10) 55 44 (g0.0) oeneerstent(l)

missence+deletion (1)
missence+splicng site (1)
nonsence (2)

WINOREHMBETE. TR EABENIEE SO ICREFERBUHRTERE

(SHEL,
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exon7 M2371
(ATG—ATT) missense

cTAcCAT|glTGTAAC
1

80

exon8 V272E
(GTG—GAG) missense

TTGAGGL/GCGTGT

exon5 Q167AMB
(CAG—TAG) nonsense

cacgTCcAlc/laccaca
1 ]

51 61

4 pb3 GiERLE (PADISOL iifk) (24 % Hualigns &l (x5 1- 20
A 1 nested/strong, B : diffuse/strong, C | negative. nested/strong & diffuse/strong
O U ERENE AR T W TIE, pS3UIATIZEHUET (50 ~ 100 %) 7 3/ Rtk & (5
ZENE (missense mutation) 234 575, i), negative O Jelib)s A 5 ik ¢,
I710) trancation % 3¢ deletion, insertion, nonsense mutation, splicing site mutation 75
EOLERMEETHEZENES (423 ~ 66.7 %).
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%5 PAb1801 Hiifk % JHu 7 p53 RIEH (i &l (1A & ORIY

25 AR pSIBCFER

oA X i AN -
negative 19 (50.0%) 19
sporadic 7 (5.5%) 120 T e
mosaic 2(7.7%) 24 _|
nested 20 (90.9%) 2 ] *
diffuse 54 (81.8%) 12 1 n.s

* 1 p<0.0001, (sporadic, mosaic) vs (nested, diffuse)

n.s : not significant

negative(IthDETD/ Y —> EDRICBREZEB D (P<0.001)

nested & diffuse {3 strong A5 % Vi 7=,

Yo ta PPk C3, sporadic & mosaic @ 43 Al
288 — v FR s G O R T2 BB HUE K
<, HEIHETO0% (0/11) & 0% (0/1), FhlH
MERST 60% (7/116) &£ 80% (2/25) TH 7.
—7%, nested & diffuse DA/ 4 —  ERTE DI
WET LML, EITRT 100% (7/7)
& 909 % (10/11), WEBENINEG T 86.7 % (13/15)
L 800% (44/55) TH-7 (F4-A, B). &,
VFhOREIEIE T Y, T & BIRENIELE & 0
A ARG ETH RS hh - 7 BB
FEROISH — 0%, BT TIERNRT 2/
i % 5 missense mutation T& 1, BN
T4 87.9% (58/66) »' missense mutation
% L < I missense mutation {9 & O TH - 7.
flbry, H:tafEYED negative T & (11D 66.7 %
(8/12), HNMRPNNESLSD 42.3 % (11/26) (2 {LT
RN 5N . negative HUIKIZEE® 5 h il
(AR 2 — I3 E & 13 e D, &
“C deletion, insertion, nonsense mutation, splic -
ing site mutation 7 & &[]0 truncation % % 7=¥

BUTH -7 (F4-C).

PAb1801 (6 Tid, il — D RPEIN 3 157§ % —
VT B SRR & TR TR D Th s e
¥, Ye@RENE &Pt i 8 — DA THH
X4, Tho & MRTEME DRI %L A
(£ 5). JeE@PMERITIL, sporadic (EHZET-£ 44
5.5 %) & mosaic (] 7.7 %), nested (Iiil 90.9 %)
& diffuse (il 81.8 %) DM THR{ATAIHIIH
JE X34 < nested & diffuse {3 sporadic &
mosaic IZJLRTFRIZBEFEMNEN T o
(p < 0.0001). flb75, Y:(aEEMEO negative DMK
T2 (50.0 %) (3 sporadic & mosaic & 0 AT
EIZFI< (p < 0.001), nested & diffuse & & F
Iz -7 (p < 0.001).

1. DO7TREDREBREE L p53 REFERED
izl
DO7 $a DY GIEINS & ps3 M ZF 24 e DY
AR 61T, T REIEAIER g G
A IEJE 13 sporadic & mosaic I$ weak 4%, nested
{3 strong 23RBS & i 7225, diffuse 1213 weak
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6 DOT7 itk &R Az p53 RIEHCUEIE & -4

fe/iy—-> BITR HRAMHS
BHIE—-> 2 1;-4 n  HAERFER(+) BRI(G—> n GREFER (+) BR/I(5—>
insertion (3) deletion (3)
negative 10 8 (80.0%) nonsense (4) 12 9 (75.0%) insertion (1)
splicing site (1) nonsence (5)
missence+silent (1)
) weak 6 0 37 5(13.5%) slent(3)
sporadic splicing site (1)
strong - - - -
missence (2)
. weak 9 ] 99 4 (4.0%) missence+nonsence (1)
mosaic nonsence (1)
strong 1 1(100%) missence (1)
weak - - - -
nested t 5 5(100%) mi 5 11 10 (90.9%) Teenee(®)
strong ( )  missence (5) (90.9%) ronsence (1)
weak 1 0 12 0
missence (36)
missence+nonsence (3)
diffuse i missence+silent (1)
strong 11 9(81.8%) missence (9) 65 45 (69.2%)

missence+deletion (1)
missence+splicing site (1)
nonsence (3)

WITNOREDHEBE TS, EITECHERER EORICRIZEFERBURTHERE

(SR

(14.7 %, 13/89) & strong (85.3 %, 76/89) M 2
DDINE -V RSN,

gt T3, sporadic & mosaic D43l
INE = T & O R T A R U A% G
<, ETHTO% (0/6) & 0% (0/9), HillsEN
NE#ET 135 % (5/37) &£ 5% (5/100) TH -1
A, diffuse T& HE@HMIE A weak 2 & DILETTH,
RS, & S ISR T 2R b L h 5
(0%, 0/13). —7i, nested Do ii7 3% — v & dif -
fuse DI} Ali 78 4 — 2 TH MG A strong D & D
FEETFANMERNL, ETTIHT 100% (5/5)
& 81.8% (9/11), KiMUAMENST 90.9 % (10/11)
L 69.2% (45/65) Tdh -1, V(LMD 4
=%, ETH TR U, T 3/ RHREES
missense mutation T& 1, KMENIEETE
86.2 % (56/65) ' missense mutation & L < {E

missense mutation # {3 D TH 7. L TFh
DYEREIET S, MEITI & RIS & Dl
B AR THERE a2 il i
2440 negative T & HE{T#1D 80.0 % (8/10), Hi
BENIES D 75.0 % (9/12) (ZMZ A ALY
5N 7. negative WIHEIZILY & WA R F A
A= 3Gk & 13 A ) 2T deletion,
insertion, nonsense mutation, splicing site muta -
tion % & #1110 truncation % ¥ L3 LN TH -
7=

DO7 §:(. T &, sporadic, mosaic, nested @ P
P i S 2 — 2 T2 2 B e i % 5§
Witk Thmu, Lo L, diffuse & PAb1801 %
(GEI3 M O PG weak & strong 0 2 DD/
#—rhHHkEN 57, sporadic, mosaic, nested
TR EREIE 2 BN oy 578 2 — 0 DA TN
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£ 7 DOT itk I 7z ph3 RIESCIEN &l (2 22 & ORIBY

L O pSIBIEFER

AN A -
negative 17 (77.3%) 5
sporadic 5(11.6%) 38 ] 45
mosaic 5(4.6%) 104

diffuse weak 13 _ N
nested 15 (93.8%) 1 7

diffuse strong 54 (71.1%) 22 _J ns

* : p<0.0001, (sporadic, mosaic, diffuse weak) vs (nested,

diffuse strong)
n.s : not significant

negative vs (sporadic, mosaic, diffuse weak): p<0.0001,
negative vs (nested, diffuse strong): n.s

X4, diffuse I3 weak & strong {Z471F, Tho e
WEENMEOMIM ARG LA (F7). Qb
5T, sporadic (ifm-1-4 %4 11.6 %), mosaic
([Fl 4.6 %), diffuse/weak ([i] 0 %) O, nested
(I7] 93.8 %) & diffuse/strong ([l 71.1 %) & D
HCHHAF A RN ATIHIMEL, nested & dif -
fuse/strong (3 sporadic, mosaic, diffuse/weak (LR
A EBT AT -7 (p < 0.0001).

iy, #E@EEYED negative D (A YLHE
(77.3 %) 3 sporadic, mosaic, diffuse weak & ¥
FHiZlizgm< (p<0.001), nested & diffuse/strong
EATATIEE I B A o 7

% =

R V3T 7 4 BT CHERTITE

i ps3 RiGE 2 v u—Fuditkizig, ke h
TV EDFETTY 30 FMILL L& 52, Kk
M2 3% X% PubMed (~ 2009 1) Thi#id
5L, 70 80 %L, LT PAb1801, DO7, DOI,
PAb240 DV Fh AN SR TN E 10200 K
FkcidzheoofTcdmeNHEhTn 3
PADb1801 & DO7 @ 2 FNID Hifk % vy 7= g s
BTy, ThEho RyEgao geaibE o iz
B & U pS3 R AR OMIMN &KL 7.

IZ Iz, [Fl-—ilgo PAb1801 %01 & DO7 %
GCOYE@IENE A L (F3). ThET, il
T5E /2 a—F KK X0 R ERPEER I i
MHBI LR ENTE A 920 Hikiyk
PGB DI DN TORTHE Eh vk
U, AR ST, PADI8O1 #efd & DO7 Htta
TR E@ENE A S b (g 82 — > D
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—HRITATT7 %, YEHETE D —FH (2 89.6 %),
DO7 %13 PAb1801 5 G2 JLAPY I SUE A
K DEGL, et & D < B & h B i
HBEIENbhot. TOIT LI, 2O00DF )Y

FAHAPRE TS - T WA B
(PAblSO] 1$32-79%7 3 /&, DO71320-25
H7 I/ ZEICEREMLTOU S LHEE RS
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