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AL EIE B RGBS R A R
NATVER XS £ 8 A AS R0 03 DR R AL, A T 2 FiAs
[ S0 PR 22 D B0 SR Clan VA i 15 A% 7y R B R A
M), RS TR E R E R AR (W Eca-109,
Eca-56 &%) , XXWIREERMF Y 51 ED Y
VATT R TR R K HE . I A B I E T RSN IR
ob A0 i AE HABAR AT AR AL R SR A4 (primary Cell),
JE AR M — AR RR AN AU R (cell line), —MRIEH
2 i ()X 4 i 2R ) A ot H BE R R — g I R RR, 220
—ERBALRG ZER ML T, BAAPRAIM AR (finited
cell line). —SE4ifify [ Ak Huskee N 145 545 I ik %
A, A0 TSR A AR IS BELRE ) 5 TXRF B A0 JRLTRE A PR G B 41
iz (infinited cell line), WRREEZEYNM A
(continuous cell line). 4l B A B5E 68 M
TG 896 P 2 i R PR A K AE A i R (immortalized
cell line). HHI, S LIKAEMANNRA TR LR
AU R4, BERR LR AN, & LR AU R
FURRAN L RN AR A5 B A A AN PR A 3T
R BE B A IEH A RRE, 1 H &b TR ARE, 5
THEAL, W B AR R R4 T BARR. A5
AR KRB LB AN R AT 70 e E—2RiA.

1 MEXRELEMER
R R, gl 4L (immortalizations) /&R,

FEM LIS B R ERSZ A PR s T S SE fa bk
R, A0 M AR AR S A K G B e ) e . K AR AR R 4 i B
A BRI A K, TR IMEAR, 2 A A A,
H AT R, #3312 57 1 7K AR A LB A Wrd gh t 82 HI A
AN AL I BT, BIML L M2 B Al R
Z U En, LA T ps3 MIRb AEH R, IEH 41
ME LA R IRE B AFE T2 1 (mortality stagel,
ML), BEESbl DNAEEKC, JFaR%E, HA—EM T
FESE AN G 25 T 2250 B SN, I g8 ™ A4l
DNA & B B 1100, A0 Ml AE G L. T 0s 7 i s 25 (A
R e R AR A (Rb 5 p53 46) I AT LA M1 AL,
A sg it M1 gk A 1. A2 i 20-30 FHEAA £ 3 I 8L
(population doublings, PDs) i, #EAZET: 2
(mortality stage2, M2), XXk DNA 4553 “ 4%
BR”, A fAE TR Getpk i s b i, K 5 4l
JBET:, KA DA CRZY1 X 1074 e 13X Fh o
T P IR & 428, At it IHB Ak, 406K 22 204 i e A T
T2, HA WD B A i fie s 45 M2 ST 1) 2 378 0 R A K A 1k
XS WA i AE — SO PR ZR 5 T, i A I A BT O , i
P BEAT DALERE, DUA 17 5 RNA g BEARCAS W7 B s i F DNA
Kb 7o FIAE K v ki A PRI BE (telomere restriction
fragments, TRFs), LAZERruiCE, M 4Ok m iR
SEPEAS AN i A5 DA M2 3], $RAG TG R 7> A AE R e )
AN A A AR,

2 XEKMRED FSNE
SEEVE ) HAN ] I HE WL Bh 0 40 g e 4 ) e K X
. AR 22 B 40 il T LA G R 389 58 A 21K AR A, 1B Ak AR AL
A i AR S R o ) DB AT AR FRIAIE S 3R B i R I 1)
A FH al LAt )i PR S0 b I B ) 4 o 40 P 2 A R
AHZ, 17 ELAE AN 7 A= A S R A7 A D e S DR R s 2
PR 4% 4k (W1 p53+ Rby c—myc. ras %) . HArxk 4k
A AR e R AR A LS B 1 R IE A AT TR E Y
5T, KRIM p53-Rb R4 L5 A1 i 7k A= 4k dse ok %5 ).

P53 — AL e SR, WL 52 3] Jd el A 35 AT 35 A
DNA F 005 A, A A i 3 RL AR Jir o 2 PR 8 45 ) i
B, T 30 s Tl R A R I A A R T B . B I p5 3 5
S 1 A= 3, AR 51405 O DNACE T30 N 40 it &) S kAT
165 BB SN B IEAT I 15 3 40 AR 3 1 DA B AR S 1 40
Jid. X FEpS3TT LA A Jk PRI AL I BRAr 6 CABT 112 PR FE 9
4, PRFE AN M IS PR AL 50 B4k pb3 LI RE 14 2k [F] 4H fif 1k
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BENUIA FBM O R AR B TR U T
BN K A A A Bk, #AE R I p53 1 5 AL B L fie 40 1l
G p53 = AL AN, & 2t LR 4
IR, p21 fedsi& CDK &AW, HISLENE, i
IR AL AR A, AEAN AR G1 (S) W 1L, p21 MR IEAE
MBI LT LT, 240 p21 I E2F &)
B3N, X — s — e T IR R 2 R E
ST p21 ANRYERF LT, A RIE N p21 EXE
AN FEARELEFE R ). — H N Z 1, p53 4
Al Re i b e R 2 R . HAT, SR 2 gl
P53 FIK 1) Jt RIE AN A, HE D T G 2 v b 1l 44 2 5
B, B2 R R, p53 Shfie A0 T A8 20 ik i s
2, AR S S HLI R e A

Vaziri et al'BEUE S b i & 2B A i R AR
UM R (BJ-TIEL) A Uhfietk i p53 ik, HXF DNA
U5 56 B pS3 M G1 AL G o, Bexd 54 e R
SAR A SN, i p5h3 B 1. Fraumeni ZE & 1E &8 1
JRATAEAN N 5 A 2 & B A2 p53, T T AR 5 T K A B 1)
B A2 p5 3 A5 B RS A1 i e Ik T 2, #ifilp53 2R 11 8lp21
HIS T A A i 8, AEX LS A AN 2 IR K AR AL AT . X
P U P A0 3 S L S L A L A7y L5 5 3/ Rb S A% R & 3 U
A M o BRI A SR AS . S5 A RE R Y, p53 i C
Auity 1] L4454 hTERT AN Ky, $27% p53 1l F i iy 4
Wi ¥iE 1, 2 W p5 31 K V& T BEAT I T it bk Il 4% 1k R I3t
—L T A A A

0985 55 DK Rb 8 44 40 i S 00 9 42 e A5 T ZE A
. AR GLIN, flsd T LR ILIRAS, 45 & E2F
FIE RO T JRAE 5L E 1, 0 E2F (4 gk, Al
A BEREAN S . /5 N K98, pRb, CDK4, cyclinD
FIp16% H A AL R, 1K 284> 1 0] i AL R, il
pRb/cyclinD/CDK4/pl6i& 4% AR . X Ff i 42 1 K 1 2
fii B T I S 45 2. Kiyono et al''H pl16™**/pRb
KV 5 FF IR ST v A VS T U5 S LR L R A ok AR
10, FER 0P FE Rl p 164 /pRb I i Ly ity Bk Wl 36 1 e IA 7
A0k A=A A b B A AR

3 BE LRREIAREVETL

BB LR A0 K AR A K 3095 7 DNA %&b I 1)
TEAAEZ JT IR PR 35, PRI, 273 A Tl e B PR 4 e S5 R
HE IR A AR AR R, 95 75 | i s 356 R R 41 55 DR 58 A
WA, SNE AN, ANk A R AENLR, F T
A LR LR 7

3.1 SV40 & B SV40T FEPREA7 T SV40 JE R A1 50 5%
X, ILRIERI =YL SVAOT HrE A 1. SV40 & 20 (22 60
CEARA) I 43 5 R A s 77, AL AR T 3 Al
SR EE T (VPL, VP2, VP3) FIPEFPHL)R (LT A ST) 41K,
SVA0 3 75 5 4 S X A AL BE DR (A BEDRT) g LT A ST 9t

J5. LT Hi)si B A5 ATP Mg FI DNA fif e i vs vk, 8 11 )i«
QIR / I AMRIRIEW IR . ADP AZ B LA A 4 BESE Ak, ST
P fE S A IIE RNA 22 3R T RIS R JE 307, BA K
c—myc Fl c—fos JikE R 55, A5 4l i 5 L3 & 11 i 2K
N L B R B LT BURCON AR S BT T, X AL
EPGEAERT, TR 40 i K A A s H R 84y ST 4t
5%t 00 I PR A A 6 T £ AR TR A . o AL )
YRR A A,

SVA0 L 22) V2 F T L3 W) A0 i 52 TR 5k PR Rk AU
SO SRR CanEr i JERR . FLIR . ATZIAR . &%),
[ BB 0 R Al e h e “BREH ™, L5 40 i 336 4 FH 22 Fh
L g A 5% 1 A A R AL ) L BILAH 5%, ERF T AR I B A R
Jib e A A AR I Sz T B2 Stoner et al"™ AR
BRI R C M H AR . 8 L AR IR
K, SR )5 H & A RSV-LTR {2 i3+ Fl 4 ig SVAOLT Bt J5 /771
(I RSV =T RL - B I8 B L 0 e 1T e % I G M5 & A i 2R
A4 . % 4L 40 i HE-451 F HE-457 £E 34 wk N JE &
ZAwlE, 8-10 wk N RIEHAK, ZJF%¥E.6-8 mo
FEMIAZ )G, 43 B vl S8 A2 1. oK [ HE-457 I HET-1A
i i R AR R B LR TEAS, 40 i Al R L B,
PCHAT SVA0-T P B, TR/ A 12 mo BA I
AR FEIL TG gt P . G— 7 A% 24 43 B SR /s HET—1A D4 W fi%
(34-40 Je(OAk) . %40 R A KT ZE Ca® Jll ¥, Fhd- i
iy TGF-B1. TGF-B2 m] LA
3.2 3% (telomere) iR AT ECAZ A i 2 M 2% (0 A4 A i 1)
— RS, BRSNS IR 5™ ~TTAGGG-3"
AL, RN 5324 5 M DNABE R 37 Sty 97 8 B
PR S5 FA, AE R G (AR R B 1 e (0 A A Bt £ 25 5 17 L
A TR, Sk S — PP AR S AR YL (AR iR DNA
By F DNA I DASE AP PRIt 1 Mo L g e R B2 i “ B A —
Ui R A LR R KA 2 (R A R 51,

WA A0 i o3 2B 3G, sk AT PR A, M4
T B — 5 1 PRBE B AS e 4 3 e (R RO BEE 1N, 40 i 2k 2
Gy FAIGFE I RE ST, HE NI E 2 B0 . St e U A A R
YR o kL — 5 PP AR AR RZ SR 11, HRNAFIER (1418, B
A SR ETE. HAT, % T ik i 3 AN
AT AT 3 590 s R A8 A LW PP IRt o il 5 2 S g
hTERT) . ¥kilg RNA J& 73 (hTR) ik Mg AH o< 2
(hTP1) . hTR A dig b 5 52 v Be A7 16 & e 4 it 1B hie
hTERT L5 vy $or i 4 5 BH 2 7R IEAH O, (6 36 DNA 1) 2R
AR AR ThTPL 5 s e Fi /A IE AN 48 1996
EWight et al UK R I KoL A 10 445 i 2 3 S0t i 1 185
FEfEHL. 1998 4 Homayoun et al £t 1E# B = v b
TR RN A5 A ST A A0 s b A N i e e A IV PLART, 45
R R T S AW TERT A3 0 T 1555 40 i s bt g
Rk, kS 20k DNA [ 38 -KR A1 i 2E iy J& 10317 42
At X — B0k Sk AR Ul S (i T LR A, Sk 4l )
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AL TRRE T — 43T S8 1.

TR B K R AR R O AR IAEA RN A AN )
et 2 DAY ) U R () 9 R R 1 2Ry, A g 28 11 &5 SR 4T
BTN 9 A e 1 G R A, 1 i L R R O T A B
AN AT LG PR A58 1 A AT /D (D B
3.3 A 3Lk 9% 9% # (human papillomavirus, HPV) ANFL3k
I (HPV) , o — P AR /N o 1o FE MR T P B4R XU
DNA i %E, &E 7 900 bp, JEILKLMHTER. HPV &
R R EGR IS AR 11 S 1 R AN TR R R IR AW, B
I i (A 2243 ZERIDNAME SE LR, AT 5 RS 40 fif 4% Ak, HPV
JEY 55 NS 25 A B TR 3 AR B D) A 5%, T S
PR FLRIRE B L JE TR0 35 W &5 Im 4ok, i —
A LHPV 5 DR 46 410 i 189 A= R A% rp TS (7, HPV 3
PRI 32 F Tk AR A A5 L R 4 i Fro g e

[ 19824 Syr janen 1 5t & I £ & 95 £ 40% 44 HPV
YA 7 28 ), WERN SR LR 2 R 5r 7AW
ST B P HPY AT, 45 SRR, AN
B0 AVRT I BEPE A 254K, AN 0-67% ANAE. SR 724
Ko BRZHFRIFRY, HPYAER—A 5 a8 i &
TR A2 HN) 2 AR,

HPV16 [P E6 ZE 1 1561 NI, BA 2 MERS
R, Al Y5 E7 8 1 BRI P AT N2 L R 41 ik AR AL E6 B
PR —FP 2 ShRE AR 11, T 300 dak 35t v e I8 71 88 12785 40 i
AKAEA I LB TIE 512 B6 Wi v oL 1 1) G B A L 1L R
iR p53 I XA EL ALY, E6 F ot 7T A S 4 o) iy ik 2E
1, E6 L ras P[] a] Ak JsU AR B Al . 5 fE L HPY Rk
[ E6 T 2 gm ) p53 i bE N B6 B 1 — Uy hiE i iz
F BN RSN p53 FIMIBEM, % — 75 p53
HIOTREEG S, L N A R AR . B XTHPV 16,
HPV18 3 K ) — R F S A HF 5, W HPV18E6 LLHPV16E6
A5 2 S p5 38R 145 A A, XA RE T IR LT W
# A A5 HPV S & 4588 LL HPV 16 8L 1 B 5. p53 Thiig il
K, FEGL/SHIBR i g O, gk g A TR e
i 41 i JC 324 1 DNA 3475107,

BT EEhEGEAHPY 16U E R 4h, p53 A
RARAAAEX B E G W — NAF K ZE . Furihata
et al"™BHAT T 4R, HPV PHMELL (16 #ek 18 #Y),
p53 W (I FHPEAL, HPV % p53 BB PEAL. 45 R AFPEALR
AR R BT A4l B HPVI6 B ) 4E R pb3 R
AR T AS B R F

4 RELRKEWMIBEIZE N

41 WIS T4 Shen et al" )N FHHPVISH! BiE,
I DR HR5 74 £ B 7 (AAV) R0 5 2 AR & Lk 4R
. YL HPVI8 B, ) & B 412 HFEE9T3 Kt L Fz 40,
GrUAEAR, [ 4 b SHEE 41 i kk. SHEE 41 il 76 o6 8 L A:
Ko SR, WRERE, AR, 2. EH

HiBE mT WL SHEE LRz i A 5K ) I oF e, REATE, %
{2/, UESE L R an il oAb BchF. SHEE /48 & 31 AR
(SHEE31) e}, MEAEJGE:FE 10 d, #MaipiALR, 5
LM, AREMEE, 2oreR LR,
oAl M BN, R D, BN ETE, A KA
IR AN RE. AREE87 77, B IR T I,
ANRORLIG 2, VR, AN RSN S EOIR, S AT
FreE K, Bl s, B L — B R 2 50 L.
SHEE A&/ 42 611X (SHEE61) Y, 4l il K/ANFITFE A —, I
A YN, Ui A — o T, JLA B AR KR B
FO AR AR DTS . 37 G B A A L B A1 A% K, i R
D RN 2, B K, B AR TR BRI A A 2
Y MR TEA R A I T 7K A A4l i . SHEE #2484 85 X
(SHEES5) I}, SHEE85 4l il K /MHZE R, Mtk b, i
WA /INIIORE, JRUAZ K, ANEETE , A% 4K 32 S R g W A A,
N i S T B 2 A, TS 2D, TT LR RLAR R 2 N
S, A 4 T W Bk ) R AR e K, IR %,
ARKIZA, R WISHEESS Al il R L4 58 A Ak, 244
WA A HPV B 4l i 358 4% 27 11 oIR R A B4R Cn e (o Ak i AN B
SCE) ST A AR (4 B K] SHEEAN AR AE A IR B G (0 ik
DA PRI AN BT 438 110 S SR P 356 DR R0 56 PR 19 e 40 5 e ) i
FEANRESENE, AT AE HPV i S A 40 i B v 4 k.

40 g A ¥ Shen et al™ X EE L kAl
i A KAB BLIRIE Y2 B, SHEE 4 bk A& AR 1-10 4R 1,
YN M B FE NS, P I4AR 10-15 d;10-20 /R4 2k K
HEEMP, FpRL8-12 d; 2 20 KLLA, Hifrdi K
B, 256-8 d Ky IR . SHEE ££48 42 20 4% (SHEE20)
b n, AKE N2 dalREE I, 53-8 d
SN, 25 9-10 d 4EFESEN T, 5510 dBL
Jr B, A A% S R R (ML) AR 1. 20-4.
80%, “1*J4 2. 47%. SHEE {£48 %2 85 1%, (SHEE85) 4 flf:F1 i
JLAE KA 50 1-2 doR LB B3G5, A AR 25 3-
5 dAIRIEGE NP, IS 55 6-7 d LLJS 4l i ek
A, IR A

43 Ry SHEEAIZ L5 X 10%/LAE/N ST B2 R %
B, Befh A A /NEEAT, 20 d LURIZE#T4E /N k. 60 dJn
ECR% A Kb Rz SO0 Bz R ALZR 00 5 LAk A7 2> i SHEE 4
i SR AR AR, TR JE A RS A K AR AR AN i AR
(5-1514%) , &5 TIEeY) 12 35 525 (TPA) L (i 41 ff % 1k 4%
1. KA 4 i R 7 77 226 LKA 2D B4 il vk 4k, T H
VA R R LA R R G AR AR e . Al R R A%
% 8518 (SHEESS) , P15 A 4% 4k, SHEESS 4l i fit A
IS, 4l 2 A AERE 28 3R 000, DABS R | i R S
G v WL 45 22 100 A 86 L, A R TE s /NRE 4, IR T A E
AIMEAZANILT . IV 22 B R G AR, W2 2l R
JECRI R I ) S5 5 40 d e AT AR 28 B REJILZ , (HR WLz Ak ¥
¥ . SHEESS £ At A6 2 55 1, 4847 3% AT WL 40 i U /6 2 i 3%
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ALK, RZ2)Z2ESMM. 2 7-10 dEFE, WY
S JBE (4/8) SHEEBS AN it f7 28 4 B JR T K & i 41 2R b . BF 5%
8RR W], SHEESS T4yt AWMk, JIF B Bz
220 WA e 3 TR I T i AR 40 R 43 LI T
FE A o=,

4.4 M A BEG TN Wang et al™ MBI ERY,
IV SV40 T 4% 4L L R K AR A0 4N i 28 HET-1A &l
Je ST 2R ) R AR A R AR G LI VR . & LBk
A LA RHET-1AFI &8 LRz 40 M fa AL AT 4 e id F v
cyclin DI MIp21™ iR EE IR, Lifa LT S 4 i Al
Et, cyclin D1 A p21" 45 7K A= A0 41 i 5. U1R G 30 ) &
KT B MRS, KA R R AR 2B cyelin DI
A p21" (L. S fEHLAT A AL, cyclin E
80 p5 3 ALK A AN AR IR I B R AR L. R,
cyclin D1 AIp21™, MiAZLcyclin E, AENEE
L R A0 ) 7K A AR R S 1 R AR, XS AR AN
WA p53 K Y.

4.5 w4 e e T HPVI] LATF-HA 2250 295 AR 1 o)
fe M 54> 2. E6 E7 SR @ FPudiE 2L X p53. pRb
M Zhie, KAEHPV 5 A8 JsU s M A E S AR A TE 1. BFUER
By, HPV18 ! E.E, ZEPRF 3 A& & LR KA 440 i
(SHEE 4l fitd) 25 10 20 A4 it 4 (o 44 A £ 5373k 58-63
57-64, o561 X XA 58-60. 63-65. FISH 45 . &
IR, 175 SRR T 5 4 AR Bl AR ACEL H 3G I B SR .
8 5 2 MR FEAXTE . A WS R, SHEE FILTPA
(SHEE 5577 255 13 0Un N 12 3855 ~TPA 75 5 JL 4k
A T S T PRI A0 TR A0 R R DA A
I HAEBEARAC T N, SHEE 40 X B #5. 120 14,
17, 20 ‘S YRR AL Y Je o ki) 25 k0 L. Pkl
MO A AR G AR E by Sk, F T A 1, 4. 5.
6. 7+8.9.10. 13, 14,19, 21 5yMik,
SHEE %% 20 4%, %% 85 40K LTPA &5 74 R4 i35 F
HPV18Es. HPVISE: H 1315, (H L4 AL/ SHEE 23
85 AR B I o, LIRHIF SR W, SHEE 4 M AF: b A& A5 H
o, B AR KA XRBO A i), GO AR IEAER
S5 RIS 2 R B E R 48 b S H R Al ) Ak A A
— AN ZROAS L2 0 Bt R, & L% Al i ik
A A 1) SR B Al I, HPV18E, HPV18E, 25 111 4¢ 3 4 it
LT 5 B 2 0

4.6 A5 K EEE M K Shen et al®XfHPVISELE,
FERE R IR LB LR A Al il & (SHEE) R4
FEAL A1 22 (SHEEC) Hf A siibi K BE L i i 335 1k DA A
hTERT )R AT T BB AL 155 6 AL L 5 41 2R
RV K EEZ) 09 30. 0 kb, 1 £ 4123 . SHEEC 41 Jiid Fi
SHEE 4l i fy 3 0 1 5 B 455 %60, £E 6. 6-2. 0 kb ).
SHEE 4l Jitd )\ 10 RACE] 80 RA MBI FE D, wnhir (K JiE
g Ktat, A1 K 1.0 kb. SHEEC 40 55 EC109 41 it

R B AL b (K BEAHT, 2924 6. 0 kb uifg kB
P K L R0l hTERT R hTR )2 I8 2 T B, SHEEC I ity
M SHEE 41 Jitg 35) B A5 i AL Mg v %, HL SHEE 411 iig A 10 R X
O IR EA T b G, £E 60 AR, 80 RARMKAR AR
5. dikiM i hTERT (mRNA) A& hTR £ SHEEC 41 i fl
SHEE 41 fifg bt 45 %35, SHEE 40l it M 10 S E] 70 &AL 1Y
fEARIEFE, hTERT (mRNA) A hTR — H FF4 e RIA. 45
S SHEERISHEECAH At 1y s b1~ 14 1 B T I B Lz el
L P B 2 448 i, AR 4 A — i K BE B I Py . SHEE4H il
I SHEEC 41 i 1) H A v b B v% 1%, 73945 hTERT A hTR
FIK. R TR A A s 4 R A — e KR K A
1R 4 i SHEE FHWG 4 4% A6, 41 iy SHEEC BB £& i 43 2438
FHME TR F L —.

4.7 MPBATH A A AR A B a9 R Shen et al®*f]
PCR 7540 JUAN A LR, Wl c-myc. H-ras. K-ras.
p53 Fll bel-2 5. p53 FT¥ALLE 10 A4, 31 AAHI 60 R 5 F
PE, comyc AR HILAE 3TARAI60 1R, K-ras ZEAR{ HIIN
TEMRIY. c—myc Rl p53 (FEALRY) ARG IR, bel-2 T
AR, X 4 AESHEES T B BB TE, A Liftas. &
AR AEAN IS c—myc A (2R AN G5 | 40 fi o AL A
K A RS AL ras AF F, AT AR AT A0 B B A4 3K LUK [T )
AL B LR A K A A R T 4 T A

5 BELRXREWERANNAREEN

HPVAE 5 S 8 g ) — A E5 2 PR 32 14 9 A ORI
M. K HPV 4= 3L Kk HPV Egy Br JERK AL 5425 1
A ML K AR AN AR, AR AMIE AN R R A R
Ji 1 BRARREARL. XHPV 7K AR Ak 4l BB IR A BF 92 6 1, 4
TR AR R =N 2R ES L2 BOL . giiE K
BB IR LR e T AN R AR K AR AR, R R 3
T L A RIE AR 1 At A L R AR .

Sashiyama et alP % I FEdkrh A K i A
HPV16#YE6/E7 % 3 B8 /K A AL 41 i CHEK - LiEAT T HF5E.
CHEK— 141 it e [ EL A5 22 ol 400 P2 245 . 123k 199 40 1 40 i v B
SISL T AL, B R A R, RIS R o2
FHE L ZR06B4. I P A0 v I SR A ot PR A 3
e A5 3 o2 FIETF B R B A 16 41 il v B 5 9 R
B, WEMUEHEENFERENESE a6, ad. ol
P T, I HIWiRE AR K. CHEK—1 7K A 46 41 o v 3 52 51
50-100 FEARAEH K EEh 4 % a2 RIE TR 451 ELW,
AN 7K A A R A0 3 3 e v mT AL B B FR o2 R B
4 abB4 PR AL,

U FH A EAR AN IR R AN AT LAIFST 7k Ak ) S Ak
(95 B aet R S T DARR 2R e e 40 i R A3 e Rk 5 1L
LI RE 4 AT, R WE S B B0 (R A R e ST 3t
BEAL. TR AR AE AR N T 22 KA AR, LA A R 1 38 B
PERIID RS, A5 S04 4l i TR2RIA1ZR T2 40 52 40
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SR FR AN, A B TR S AR AE AL 7K AR AL A0
AR AR IR OB, KT RR e M R #4 AT T 5K
T R AR SIEA R RN, HiTeaf Fakx el
AN T I RIF S, B, AR AAC AN 38 S AR 3
JURR, AR B A S oK BRI S
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