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FHAR, ERIA 5 d,8 ~10 A A B £ B RARTE TN &
AFP AAEEL UM R E L8 G-I R £ AR ST, B %
G )L T AFP 69 B FHa
o7k BREfE RIS B AFP 692 & 2 52 R b LR
B E LS 5 PR AAARG B 5 M E ik, 4 Rad
FTE A T SR R ik AR T, A WHO
T2/ 22547 St AR, 1 UCEFREAL)AFP A8 % T 1.21 ng, %
B R R E 45 (ng/ml 3 pe/L) K kU/L RAEAEME, BA
FEYRAEIAFZBMARRRRA T R B E, $HEF7F
ik e AFP A X ] ag EFRAZ 10 ~15 pg/L, ik P a9 R E
& St 3 A B R T B, 2 — AR R F S T 40
B oy R ik P AFP R EAE EFR A 9.3 kU/L, SF#bA it
40 % 645X F 0 12.6 kKU/L 7
BRIPESE R PR A R IR, ik AFP SR EH 4 3, 4
PRI R B T 4R R g R L ALIT G dk AFP R
UERAE S T S AP b ol (R N
W fi b A AFP BT L KR I e R A0 10% ~30%
89 A0 F W RE G, i AFP R A A2 IR B AR YA L
R, AFPREF G HR— 2 B G542, B A Lk
TR R R R R FRIT B LA EL, R IER,
RN K RACTT 5| R 6 TR 45 8%, foiF AFP S b It
B, T AIRM, IR H LG
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KB TN A2 97 3 4 69 AFP 25 K AL & M 69 20 3R A P R
B M s 2 Ay ST VAR 2y <2 U8 o B o 5 | A Y
AFP R B E™ Amix A skt REAR A e RS i
Wk AFP 264 B & (220 A B &) & SR R AT &
#5 AFP 3R TTREAE B4 KPR b B3 B 49 AFP 13474
AR RFELD .

NACB EHBERARI S AFP MM HTER  AFP o 75 % 5
WHOT72/225 #rfeds g, 4ol 45 B A pg/L 3R kKU/L A 453k %,
AFP #m FrEE <1 pe/L (B <0.8 kU/L) , AH{haY 5 54k
BRIy A R, RO IR SR B AR A S BRI | 3K,
— AR AT T 5| AR e T AFP R B 6438 e, £ R
25 R Bt 5 A JE 33X 25T A [ LOE, not applicable;SOR,A ],

hCG fthCGB EYL = 5/ hCC EZHEABRER
HF e — R, KRR T A E R E(LH) REaE
(FSH) AW kA% (TSH) , X w4 a Bk, p AL
H A S EE, AR R FAE 6 R R, LHB &5 hCGR # F
R 80% , hCGR 6,424 NE kB C K%, ™ LHB %A,
B I H 5 T 89 4k 3t hCC A A4 ik, &% B B &5k
Z hCG &M A2 C4E 5 hCGR B it 47 4] 2w fl A T kA% 3 b 5
mppE K QR EAREIEA A A 8 A6 F Fe IR B e AR
MG 2 hCG &R A&k, hCC A A & 4 AL, hCGR Fo
hCGa 2 A1 6186 NAe 2 44k . MG 29 I 5 ik #9 hCG $5 &
AR B Ttk hCG, BI52 kR4t & 48 K 1L ey hCG, X A
M RAEF-BHEIR & 463, 5 BT 46 sk % % X 49 hCG 125
JEPEAFR

W AR Iy ik AR R B H i hCG 69 4 F 4 MR 3 4L
R hCGR R B, AL & T hCC #ml 4 % 49 i,
B-hCG 2 hCG-B #m| 7T 48 & 7 hCG hCGR ¥ 44l 3 2 A&l
hCGR., HIEEFRIERALE 54 E FBEA A (IFCC) 4 6 &
BL,hCG R R 2 ap —RK,hCCR AT #H B8 B B A&,
hCGo kB o o TR BARIE o 4 97 7 4ol o %
(4 34k 49 hCG hCGB 3 & ¥ #eml )

A A7 hCG &9 4 il 42 & 2 4R ¥ § w b B & 47 4 (IS
75/589) R EVR T A B ERG LU AT, 252 R
#52 ,hCGR  hCCa 7R N R A AR X B R 474 (4 %) 2 IS
75/551F= IRP 75/569) WAL & #4% k =, LA INE WHO
RHERF C IR R R E AL, VAR ¥ R B34 hCG A=
hCGB %’a}?:[%“’” .

W T4 8 2 98 AL = & hCGR w3k £ %64 hCG, B b %
Y5 ) AU AT L B ) B ] hCG A= hCGRM By Sk
HEH RGBS BB IRA R E R hCC 2R, HEA L
B gAY R el hCG A= hCGR #9 3K 7 4 & A 4t
3t hCGR C K4t R AAL Y FR A2 5 5 Fo /) B, THEA TS
TR 6y F Y L Bk b B % # x4 m hCG A= hCGR v
FHEAR M F O e Fit—F IR,

Ji AR 4k Y B89 hCG, B it d2 . hCG & AR 9
Fr ko i hCG 693K & 7T AL R B S35 09 38 hm o 3G e, L2
WA G a5 MM E LR hCG A R A ¢
EMEA S5 ~10 U/L, 428 A8 ZAHY T7 ik, 46 2 )G 4a 4 o9 B
FRia ERAS UL, mAZHLEA3 UL, TS50
Py A R EFRA 0.7 U/L, A 50 % Biegh 2.1
U/LP . BT £l RALERT 5 ~10 U/L, %

W, BB SHREFIFEEEFRRE, L hCCRENIZTHR
Ry TEAAREBETIAR, B, H A8 ER» L E
HFEEFHEAER G ZE SN A F hCC R E B #H 4 J+
BRFY . %A SARF 6940 R G T 5 U/L 69k
JEL B B B R AR R AR TR R BRI R
B 4R B R AR ,5 U/L hCG 48 % F 15 pmol/L,
HH K Ja B A 2 pmol/L B, 55 b Fatk 5] £ £
FESEPER TR A F 20 22 FR 5| R
A&, i 58 hCG RK-FFHF . SRR LRI REAKT L2
B &g, Tilidtn LH fo FSH 938 B Am A GE 5, 36 B0, 7T
R EEAAK T & R hCG 3 &, Bk, £ A
hCG sk EMAKT 2 ~5 U/L 3 m £ 8 U/L 8}, % % 2 &35 77 3
R, FR—ERFTLK, hCC R EPERENFG TR
EhA R KRG AL, B4R A i LH A= FSH 3R E A2 3 30
~ 50 U/Le, 370 3 WA 69 S BBEA T P B BT 8, 3T
K E W B A RIE L, FWE A T AR £k D
s heGHo

JE 3 B m ML IB AR Y 23k hCG, 5K 3% % R Bl b 2 69 B
i 2% A P 5 F 6 hCG, e 97 L5 B AT B ERIE
JE SRR . %P AR A B B4 5 hCG Fo hCGR B,
itk B & hCG R A &

fe i hCG AR I & % % o F k3l A&, Lk Rk
BT RAMELAE TR mALRARE A ARLA
T B, @it kg hCC 5 M S AEARA T AN A (Jm: 3E
S 95 R R 1eG) BT T K UG T 4 ) T A HE R R Ak
EE S

BR,EM T & H ik hCGR M A& & 4 hCG BF, X4l
hCG W) S ME . X% A A TAHR@ILE + " T
F NSGCT & %1%
NACB £ HBERAEW 6. WE hCC WHAMBR A A i hCG
AR WE ) S g B, AR 7 g 7 kel hCG A AR £ A
KA A 4 F 6 F bk 514w hCC & 2 B B 4 (hCGR) o9 3k &
RLF g, hCG F= hCGR HA A R FERA T, ek =1
U/L, IFCC #5 hCG &~ % i B A% T 44 & 4 7 % . #8#E hCG
M) 25 R0, B % A BT R 69 T B & (de: g FHAR) o
BPEAE % (de AT 31 A2) [LOE, R & A ;SOR,A ],
LDH EYfE-#5/E9% LDH f& foi & vh by 7 7 R )
JA (LDH-A #= LDH-B) 48 % 64 7 Fl 7% X, 6 w9 RAR T X A £ .
RREE AT & S AR F 49 F) L8, LDH-1 (B4 ), LDH-2
(B3A1),LDH-3 ( B2A2) , LDH-4 ( BIA3) #= LDH-5 (A4) . %
% LDH-A ¢ X W45 T 11 5 % & 4K, W % #5 LDH-B &4 3k {4
F 12 5 g ek (12p) " HAE R BT A AR R AR
40 JeIG Ao AR RS0 ROIG ¥ T 12 5 R e R B A8
el MOk AR gk R AP A E R4, & ITGCNU
PR 12p Ak A IL R IR E S 12p H M K
L5 o E LDH-1 3R B2 6 udn £ A2ie &k %
Aldh 12pAARBAR ", R Bk, X R ILE Bk
—FEE,
FSFPERI IR E o LDH 6938 R R B ik 52, ) & A8
WM T sk d R, B, S E e E R AR AT T A E K Y
EFRAE Rk AR, LDH-1 i@ it B ok, Rl it e F LA
0 ok EILIRAR R G M R G e E . LDH £ % A4
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wopy Rk Wik, LRESFGTE S HABIIAL, AF
LDH %5 R M A%, £2 5345 & 2m oL 9% F= NSGCT 347 4~ 5, LDH
R—A Rk EH Y AR T i AR PR L R, B
e B AR Lo

NACB EFBERARI 7. LDH Rl 5 ER T LDH id it
B sk EATAR M, M ALARA R 77 ok T S, I & 0 8 AR
AR T AE R LIRS HOR Rk, B iR AR AR B
B AR M 45 R [ LOE, not applicable;SOR,A]

NG EPERE RN E LR G 5 AR e Ak
B R B ) BB SRR & P R, MG XA F AR 5
F oo P AN B SEARGE 5 A BG S sk AR BR B (PLAP) [T
FEE HALEBDE G L PLAP 44 (4o PLAP o4 74
I MEs GCAP) X sk B 45 F 2 5 & &4k, 0 & M4 By ok Fo
FIRABAF EEAR B EE ! 60% ~T0% H R
o L & A i PLAP BE A3 e 2 58 o B
B GIEITGCNUFR VA &Y, kkammh v, TH
B k4] ITGCNU g i1

By ik AR R B PLAP M % 38 % & A B ik ok 42b,
T S AR HUG AT ) Rk ke Y e 4 R
B%5 Y e SE Rk & F PLAP 5 st
BREREGR LEF AR RM, B R ARG ABEELEL, A
i, B AT o B0 SR i R AR B A X 4 PLAP F= GCAP R T8,
B 3, BT 4769 PLAP %2 & 6, 8-1X 5 FF B] T84

FESEPER FIEPT & B0 % fo ik PLAP 89 % 5 T ik EF A
4910 45, & TR B - R R &, X AR i PLAP R 2 A0
FRKKMAA . Am Eae y B S R KA R T 306 R
B, R, ELHEIEEF QT BARED T HRE
Fd % PLAP | 52,
oAb br &8

IR 5 B-1 #5E & (SP1) A= hCG ¥ W i# 5k & 4 o &
#k hCG AR T SP1 L EA 6 A& L, B, F R AL
M) SPL, 30% ~50% # R 4 it S 8.4 A 22 704 5 M s BE AL Bl
(NSE) &-F ¥ 4m, i NSGCT &4y & A" R g
T, B A7 NSE 45 5 A5 A T,

WSR2 LA v 08 1T 4

MBAFREDEENLRELOL Y S0 L0 ERAKE
MEHREEFTZOER, CRAT —LhFHEFS
4 A2 XA AFP hCG #» LDH €333 /& Ia 3 , 5+ B AL A Ik 5
TRMMAE, — R AR FAFE N CIEE A F I G IR
EHWERG Y Ay AT RETEZGERN, MmN B
LR G EARFF IS, 12p SR R B AR T R
Shey A i mAe g . BT DNA #9345 b ik A e B w89 B AL
TN R AR R IR BTG o

(BF X R, FA 20 WP ARAR)

Hans Lilja, Richard Babaian, Barry Dowell, George G. Klee, Harry Rittenhouse, Axel Semjonow, Paul Sibley, Lori Sokoll, Carsten

A3 E AR R A
Stephan
GRS

WIMRAEE £ B B RF LA R, 2007 5473 5% 4
218 890 45 , TR M| 56T %5 4] 27 050 4], *+F — 2 B Z 477 1
BALNARE 2K SHFREXFERTHBEAL "
P HE 27,50 % A b B W 42% A7 8 5 B 58 M L 4242
H 16% i A2 A RTAS W7 A 0 9 M, X L PR W52
— W EHERTHIME. £ 5AFERTaaRE ", X
F IR W I SRR 69 K A F AR, A2 B AT £ B 497 5)
MR R K R %% B A 1545, Bk, 5 8% 16 R K AR
Yo, LR Y B B AR A — AR T 89 T TR B g Sk,
R, — B9 MR B B B, S R LA A AL & B4
% BT E LS AR TR R LR R A

FEARATH R An e i R A, 3T AT 5 B8 & & 0 SR A 06 57 AR

LT, %480 PSA A2 A, B, KRBT X T
1% 8 PSA e FALAT 5 B o i AR & 4 69 NACB #7451, £3%
P ORBET RS RHRETFX - MR AN LERS

EORSE

bR AR R Ak, A RET — R XA (O RG%IT
W) AR AT B AR E Y AT E ALK IS fe & R AL R A 3
. ETHAHELT,NACB + 4169 202 UL & F AR
JEYE K ah L4y (P A IETHE) o

L3 o P31 50 Ak 9 3 o o5

KERERE SR YEEEEAIERN TS EH
BITH T SeALay PSA AR E MK 6. KT T B A AR
& 89 BB A= A6 R R A IR AL (LOE) 12

%Stk Y A AR & 4 9T P IR AR M AUR (PSA) 2 2R s 4
Fz 6  TIFIELIA T NACB HEFE( PSA I I5 45 2541 ARz FH
B NACB #fi . HEF Y y .
FiEW o7 w:(2008)  LOE B+ 2730k
PSA Tits o I B [136,138,521-522]
LI (>R FH DRE) = m B [136,183,521-522]
TR < R AT S Y o LR B [146]
A BUG B I B [193,201,205-206,523-526
B/ W 2 Il B [527-528]
% fPSA S PSA 7E 2 ~ 10 we/L I BLPERT 2= I B [160,529]

B SR P 55 T8 N e XS

AW T NACB, SEE IR RAE AR BE s PSA, BTFU RS VDR ; LOE  IESE ) s DRE , HIA TR 12 5 % (PSA Ui 5 B S IR LIBT3 L
s+ EHRGI (LOE) (200 solfE 423 3 (SOR) 15201 fip ety WACHE AL A
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NACB HE47 (97 51 WA Foiagd b o

T T NACB 35 &1 7 PSA A7 &4 £ 71 70 M5 69 B2
R IREEE T A T AT BT B AR & 09 A RS &
oD, G163k s P B ls RAHLIE AT 50 AT (NICE, 5%
EERBAGBYAETHRFENMZ —) LR R R E

ook

%o

B NICE €235 A & IERBATT Amm ', K& L
WA & S EMAR (& 8), & T B 4749 A 2L 4%, PSA &
LA E—HAEFE A TR R AR A, T @t
Heit) B 6945 R BEAT B E meh it

F=7T ARITRAX PSA G4 PSA JE 8 PSA 5.5 PSA FL{EAF Ay i 41 i des I s =59 1) 1o FH 1L
Ji R b ks N ACS!138] ACPL330] ASTRO[527] AUA 28] EAUL1] EGTML148]
PSA §ii 25 (R DRE) B P Z 5 5 -
TR« R AR R B 1L - - - - - 7
FLI R PSA - - - - - -
X/ BiE - - - & 23
BTG 412U A [ (R A DRE) - - - - -
Wt/ - - A 2 2 2
% fPSA> JCPSA 7E 2 ~ 10 g/ X 43R5 - - - - - 7
T3 R B R S IR
WE IS A1 CR AT DRE) 5507 £ - - - - - -
SRS B 58
bR A | ESMO1532] NA;)OB; ESTM NCCNL533) USPSTF[534] ZOOQII(QE 139]  NACB2008 *
PSA % (R DRE) 52 J&(NACB) = <75 BRMEBEAN BRIAK AT
W, =75 2 B HER
HE i 933
FRLATRGIN - R AT 1 22 0 - J&(NACB) - - - i
TR : PSA i - - 2 - 2 R
S/ e P - J2? - = 23
BRI I ORI DRE) - - i - = e
W/ = - I - 2 2
% (PSAS M4 PSA 7E 2 ~ 10 /B ARSI - 2 2 - - P
AR R 5 BRI
BEVHIE AP TE (R DRE) 5 6 - - & - - 2

USRS I f

i ACS, EEFFAEPI2r; ACP, SEIE AR 22 ASTRO, SEIEBUMNAYY M2 2r; AUA SEEMIRIME 222 ECTM, BRI IR AR E W 414 DRE,
Wite12 s ESMO , BRI BE 22 IR 2 23 s Tns , B ZHERFAIESE s NACB,, SE [ I PRAE AL 24 s NCON, 3% [ ] 5 2 A M 0 265 5 NICE , 2% =] [ 7. TLA: 55 PRALAE T 52 B PCa,

5 Bt s USPSTF, 56 [ F51p)s AR 55 T4

TE L ARTORL, A ABRE 32, BROME PRI IR RGUAER 5 3,410 DRE Kdfi IR A5 Gleason 7} —aRIr (RBAMER ) 34, HUT )5 55, B kA PSA £E 4 ~ 10 pg/L

J05 PR A DRE 8% 5 = F0rHE 4R, FLPA R WA ST A
NACB HE 47 ¥ i 51 Wi I e 23

&7 %457 NACB 35 @ 7 PSA A7 &4 42 A7 7 B 09

RIS T R X T 70 BB T B AT S e A R A &
B3I, LAE R E B £ T A L IS RIEH R P (NICE, # 7 L
R G Fe BT HARFENMZ —) E R ARG E,
NICE .23 A AW EHRATT 2mm ™ . Z8 i
AREMTEWAAR (K8, AT A A H AL PSA B L T
AR E—ARE R T 5 R E AR E W, T @b &b m
B W45 IR HEAT B a0 3Tk

PSA b AE BB IR Y7 v 6 B

PSA g 30 A6 13 51 Bks 055 28 S I9T A0l oo g 197 )

EEET X620 £, iF PSA 972 TR G T w7
MR g e R IR e R AT R YR TR 09 A A AT 2 IR
BH W HCE A DI A AR AL T AT 5 AR 6 S
Wi R AR R ALK R BT 3] AL A AR A
(—FRAR B B A S Ao d A9 ) 89 it B4 i Ao it B
BRUP L Bk PSA R ANEIT & A, b T A 2 R,
PSA i & &g s ™ . RE K FIEH R 7, ik PSA 3 F

575\ MRk R 7 A AR R AR H R SR R R PT A R 89, e tE
P BOPERT 5 IR 3G 2 Ao B 50 AR K AF LG &L X R A A E W
T ARGt PSA o s 2 45 F bk, L EAF A R A48 fn & PSA
KFEAFIM AT A AT AR S B2 #F % Ewb
R BN IRE R 7, Ak F A A 09 iEE A i PSA KT 55
5 B 60 A A R TS AR 210 B PSA A B 2 4%
Fte st M5 AT 5 AR & a9 4 O R R K424, B A L PSA
RFENET TRRE LA MG ELLREZGREY, &
AR B TN R R, BT B AR BR ML A B B 3T TR 13 B
A/ B AR B AR, AR B k] S R A4 PSA
Ho i FRAAEAT A A 69 W Aoz B0 B sk NACB 5 R 3%
HI AR
NACB BI5IBEE RAEW 1. AT HI5BE R & 8T g S Y
4% PSA B A7 A 2 AR B e 0T A A 64 e F T B AR
Wy, Sk WY AT & 24 [ LOE, T;SOR,A |

KA TFA T PALH PSA KF I T =50 %45 FH(0.6
pe/L) X S A g K % B A AEAT AT 5 AR R R AT 5
R A a9 RAE SRR O B 80 B AR 1 pg/L,
%90 BEoAas R h 1.25 /L™, BE=50 ¥ g4
95 B H AL M AT 8 PSA B EFRKRZA A 1.5 pe/L 245 &
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ATV RSB, £ 5P PSA SR 64 o 38 m R 9] AL
RKBEHAMNIIERTHREAS, ETATRITFHE, £ 50
~70 % % F B P 8% ~9% 9 A PSA K E=4.0 pg/L,

11% ~12% 84 A PSA 3 & =3.0 pg/L vA R 20% t A PSA 3k
JE=2.0 pg/L'7,

x8  HETIEFEW TS g A br ik

S BRI FIF 22 L ROk 85 5 S5 Wi I ST B B
#H%; 4 FISH,PCR IHC Kl Aij 51 B2 40

AU S AT IS KIEW B LOE S 30k
AT I AR
PSA P41 : 5 £ PSA Ji# B3 PSA [PSA i L35 2 % T 45 PSA HISEE 4 E T BEAG B F X IEFEVEAR (Il RAS: v,V [536-538]
A& SEHE PSA | R 1% PSA I RGPS WM ELEHATH)
N RE R 2 (hK2) 1 PSA ZIERRTHIN 80% , T HIAR [ R AN r=2E,  IEAEVEAL v,V [538-539]
WRIEEART PSA 50 ~100 %, #H*TT BPH, {5 Ajdi
IRf K2 3k 48 1, AGHI A HicE PSA UK
[ BRI T (IGF-1) |, i KA A L5 = R IGKF-1 S5 et AU 4 AR G . v ETEPEAS v,V [540-541]
K F454 H A (IGFBP-3) ProstaScint ZE41 4L R LUK 2] IGFBP-3 5 551 g
RF I 375 R R e v 5 X 43R5 e 55 BPH. 8 JE 50 5
UK 30 (SR E R DL S
RS FHR&
PCA3 SHAWIRAFE A LR RIS RS L, 575 RS — v,V [542-543]
JIRRR S S R FE T A IR P s 2R3k . (7409 DRE J5 {4 ASR PCA3 #6:ll)
FEPRIK PCA3 mRNA ;mRNA SlEShhS A7)
o-HBE- T4 G A T TiERE (AMACR) SR E ARG ZRRL AN 1 AL 5 7E BTS R IETEHl (R v,V [544-548]
Jeat i 3k 5k 5 TGE R S A S THC BEORTEAIZR FILL
PRI ] , RS S BTG AR O 7 bR AR (AN s R
fmﬁtmﬁ 1, p63) 455 B T3l 4 w41 e i 2
LU AR ORISHEAE o E 58 500 T oo s RS 48
N AT LABRAD PSA fififs
A e H Ik S-4%F% Rf-pi ( GSTPL) PRAP R S T4 A4 3 5 Hh T LS B IX A PP TEAE Tl R v,V [549-550]
&, Wi i e 2k R AR s X 43 BPH FUESE ; PCR & Al
SR ATSI AR L LT RIRFORG I P 4Ry GSTPi
FEH A 3710 P SRR B
RS AR B R AL S A LU A B TS IEEE (kR v,V [551-552]
PRI T BTSRRI ML SRR BUS - ASR)
PRI A 98 B AL AT G
S L 1 KBTS e vT ARSI B S b G G 1 (R R RT IEAEVEAN v,V [553-554]
GUNRA AR ET] 2L LH LU A RV P s v
AL ARSI 712 1] B (X Fibs &5 TR 9 s
LRSI
20 A/ B E A
PEFR A RTE A0 RT-PCR 3 [ $E 7] PSA, A2 VBTGP Hh JBE 3% R HT 3 R g 2 M i A o TR AE— TG PR v,V [536-555]
Hk2 #1 PMSA mRNAs F RT-PCR Yl 5 PSA- HK2-#1/5% PSMA-mRNA , ff oA
R —FhE SR ZEIE R/ 88 4 BRI B ik
PTEN — R g g S L R D RE A0 i T B R A, P A IEAERAL v,V [556-557]
il 5 Pk JULTEE 3 - I8t/ 2 W B(P13K/Ake) {545
WA RAEER E—*bmmx#»uﬁs P FE R 2R 5
AR Al LLE T ey A kA THC Ryl AR e, oK
RS A R A AR G
CDKNI1B(P27) SRR 2 SR ) R, 6 R A B R R IETEVEA, v,V [558-559]
JEZ R IR, HoKOT 5 B S A 56
Ki-67 A NIGTE AR THC h e @ B R 5 ETEPEAG v,V [560]
TBALLE ARG
Yo fhk 8p22 E 5 8q24 (C-MYC) k45 3] FISH JU5E 824 f HACHRYE, LY 824 55 IEAETFAL v,V [561]
8p22 Hsk g A, HASHISI g pT2NOMO ,pT3NOMO
i pT23N1-3MO 4340158 3 A EJE ARG
HIF IR T2 Bt 5 (PSCA ) FEAAE T RIS IR AR R O A 2 Ry IEAEEA v,V [562]

4 ~10 pg/L) @i 77 5 B AL
F AR FIXBAPF A 25% ~35% A BA A I RE T
PSA 3R E AR 10 pg/L o, Al I8 g2 69 4 5714 T 3% 3
40% ~50% 2 F 5, B EBEARSZHARLS0 F09 7

o

AW - BPH, RAERTS R AE s FISH, SO0 R4 5C THC, G 4L % s LOE GIESR 3 ; PCR, R G EHE RV s DRE, HIA RS o
AR T RIS IR AL 4 2 G T RSB RS [ R AR i 2 305030

1T « ProstaScint J2— L ] BT 51 IR S IR ( PSMA) AT P R 12

K BIEHE T T, fEfniE PSA RE G B ABE T (do:
RIREM R HAT R R F

Vi o

- NICE #% &

FHPUIR, PSMA NI — e BRIV AT S IR R L B AR OB 11

W % A PSA A A W 4575 (DRE) 75 & 37 51 A& , 4= R
DRE 25 % 5% X fo ik

PSA % =4.0 pe/L B & 2 st 4778

AR,
— AN F 6 ET 5 ﬂ;%y%z%&é@%ﬁym BT R F—f kT
PSA #1764 5 92 R R AU oo 3

PSA SRR E

ATA SV AR A, B 2K 2k R g R
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IR AR D 3 2R Y R TMA S,

Edo ki €236 69, BT A AR A B R Mg

RAE— AFF R LR PSA o) 69 8 b Ao 4 S M AR 45 o
B3R 13t PSA #9106 RAE =4. 0 png/L KR Rk 2 KT,
FEEXABR PO RS H THRAFEER " . RE4HF PSA
816 RAAAK T 4.0 pg/L 3 438, = F AR YE PSA 16
EAE(Jm: =40 ng/L) kB F AR ER LA L FB AL
8l RALAE AR AL § 09 BB ATHRER N IE I T &R
Ak, PSA REM 2.0( 3 3.0) 5] 4.0 peg/L &5 &P
20% £ EF S AZMBERZILEA T MRE Y xb
AR A — R AE S ,2 950 45 PSA 3K EAKT 4.0 pg/L 4
REEF T 15.2% G ABG W AR XAFTENA,
62 ~91 HHgXHF B P PSAREAL0~0.5 ng/LEERN, L
WIS 0 B R E I 5 (=6.6% ) ,PSA R E /£ 0.6 ~1.0
wy/LEE A, EmE=10% ,PSA R EL 1 ~2 pg/L AR,
BmAE=17% ,PSA RFEA2.1~3.0 ng/LiCE A, Bk F %
%) 23.9% ,PSA 2k E 3.1 ~4.0 pg/L LB R & 5% & ik 3
26.9% ", BB BT )R 49 R F ALK F PSA 1893
Ao ¥ A, B ARYEE (R ) E S A BT 5 IRE AT
&9 PSA Aol e IR 1A 55 PSA {845 2 ~4 pg/L A= PSA {4
44}_4 ~10 Mg/L #541;}\[136‘144] )
NACB BiFIRREE RAEW 2: IGRRER 52 A PSA 4w 4k
N PR IB AT A A S, R LB AR e 0 I R e TR 3R T T
M, KRB I A2 BT 4 ug/L W3R KA ZAE TR
A2 AT R B, Kl R EART % A 69 4 ng/L B 4]
89 B RS 3 69 B B A AR T 45 o7, R dE 4 A A B
M AT R IG A, AR, B PSA >4 pe/L A4E s R
IR F R ARA R F 5l R BT AR AT R e T b %
3t A I 8 % % 5[ LOE, R i€ ;SOR,B]

50 F ol b A PSA 69 ek E TR 2
A, FF REAE T 70 5T 69 PSA 89 7K P 3% 7 69 AN ROR A sk
TR E L e, — 45 55 % B R4 PSA KK KT A
0.4 png/L 5 R# AL KF PSAEA 3.3 ng/L #9 B HAat,
R A A IR 6 T A% V4 5 Stenman F17 4 A
I ZAE A BB AT R 8k s AR A A A, Gann 1
A% R BT 69 42 AT 015 B R A ] PSA F) 2 BT )G R T AR
I PR 4 B 50 MR 49 A8 A7 o Gann 5 A 89 B HEHLBA PSA K
FAE2.0~3.0 wg/L 89 5 PEAS BT A AT 5 AR AR 69 AR XL e 1
T PSA KTFAKT 1.0 pe/L $49 5.5 45, 7 — ik PSA
KL 2.0~3.0 pg/L &, FHARTS FUE 2 AWML
M sE RS . SRAL, A ST R AR 2 L PSA A 69 34 42 44 ~ 50
% Z 08§ e — T KHLBEE R P Lilja 50 SR 9 2 AT 5 AR
S BT AT 20 SR 0h s B P PSA SRR X5 45 69 T 40 2 1)
FAEW R R, X LRI R A LA IRE AR 5
TP EABAT e BT R, 7T VA IRAN T2 58 g A
KPR T EZ A, — 85 &R A8 e e R A b
4T,

FEEAE Y PSA B EH & T 40 %A kL F 75 PSA K-F
MR W A T A RATIR B T H A F AL E, B2
38 3 BARE FAL A HE e S 2 AP R g A R B4R G e R
{838 o - ABE P 9 4 o R R A R R R AR
3+ ROBEARRELSBENL(NCCN) ERO K 3+

R E AP AEIR bk PSA AT 4.0 pg/L A A
16 Rk IR, K, JEHk D S AL Ak 45 O B3 hm i T 4% 4G
T AmAe ) ( BP0, Y R o B8 754 ) A9 DU T, NACB L R A 4
AAEMR., FIB,NACB #3 % sk . IR AE 4.0 png/L B FiZiE
X TH F R R B ARE E A R R R TR
B k5 pLRT R K A9 32X A8 B, NACB 3f R 3 #4584 7
ERLE X 0 R
NACB BSIBSEERARIN 3. PSA 69 S AL LE £
AR AL E R RiZ A T PSA %@l [ LOE, & R & ;
SOR B] .
A€ 1 50RO AT I PSA kSR PE ABER P & PSA ko
% T 453R %% B PSA(fPSA) An 25 &9 X 49 PSA X A0, 254 X,
PSA & PSA 5 o-1-# Mt 5L % & B ( PSA-ACT) 18 32 S A2 &
WA, # B PSA &% PSA 89 5% 3| it 40% 1
Fo T K 69 PSA @it TTAE T Su ALK ) A s B b AT 40 )
FEEAAEATH B RXXA M TR — G S e &
& 2 A BUR R BCE Sk d ¥ PSA SR T AF T 7 AR
T 6 F b, PSA 2 PSA sk &Y PSA 42
satin P Foiis B PSA B 4 (% (PSA) T sy e £ BT
FAIE U A2 % [PSA A SRS A Tl A £, @F R
PR B % PSA & TR IR & 4 (FF R 3 A),
REW R, G RO 5 IR A S K AT 5 AR B % fPSA 89 25
Foapoap Al R A ek 5 2005 £ 4T 69 — R A 4 SR
P, B BAE R % (PSA VE AV R b B0 MR F K F
Tk KHAT T PSA R BEAEA~10 py/L 2R EF ) 5
AL EFE HATeg 45 R — 30, B 7 NACB + R 48 4= WM A 95 47
AL (EGTM) 3 2 3U4E A % (PSA 45 4 &5 e AFE R 4
WA R R R A — AR B F B (de: B & PSA <10
pg/L,DRE Bl M B;) o 4F 5] 45, % (PSA 3845 A T % 5 47 41
AR ERER AR PR R &, B HER G
TEFWP, 0 TRPSAK, BRETLAREAD B BE,
BT ELLiEAA 35 PSA fo % PSA 49 L5416 B %
IR XA A %
NACB BI5IBEE RARIN 4 : % (PSA FTES Wi MR A *F e 7 %
PSA £4 ~10 pg/L A A MEHEFTELEH BFNG
e ABE 45 7) T EAR SR A A E 2 TF A5 %
JEH B I FAE A % fPSA H B X 57T 51 B o BobE AT 5 AR
EK o A% IPSA Fo ¥ PSA F A4 69 16 SR & 52 FR oL SR AR
A # 2 [ LOE,1;SOR A,

it 95% PSA(cPSA) %2 B &M H B Y a-1-duik %t 5L
FOBLELS A RE 5% 5 H I bk s (do:
a-1-FE G 7Y OB AT g PSA R A 5k R
RAAME L o2 EREG LA PSA, fik P cPSA 84 A
B4 A PSA-ACT ) & 3k 4w, 3 B fPSA /& M & cPSA &
F AT AR B R B AR Ty kR S AR AL, R 4
A2 % PSA bl fPSA!TY | ol cPSA 5 ¥ PSA fEJR
ol 7 8y B VT MM AR R ARE 6 O S8 ) 19 SRR 5 cPSA
TR ARG FRT . KW, Bk cPSA KF R AR ik 3
59 (PSA Aafneg 4 Fpe ™
i 5 U OG5 v

£ B Emth A (ACS) &ZMAT T A X7 9 B T3 4]
isd, EIHENEVER 10 F A5 LA T EAI IR
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5 WP 64 3B AN 50 % FF- 46 4 4 3847 DRE A= e 7 PSA #4-im) 5
FRFIE Y L R B RTIAh PSA R A T 7 MR A 2K
0 A AL AN ik 424k 4B ACS 38 ) \DRE 4 & 4 5 3% R
THRLOIEERN, o TREEMAF(IEERZALGH
RBE—AREMN—BFBEANINIRBOA) ZX45 5
40 L, RBAFF TR -MAFRITILELAL
WIS AT 2R Aty AT

1R PSA 4R, DU & B ABEBEAT 09 M7, i & 0%
M40 % Frds, 4w PSA KF <1 pg/L,45 % atE 440, PSA
>142 < 2.5 ng/L &, ALt 474, m PSA=2.5 pe/L
F A5t — IS B R ER T

ISy BN XA PSA 4B A ARG & % HLed &, 1290
FIAR BHAR S Z AN B IZRE 4 FETIRREG R
eFe R, A KB REREEZR A
NICE'?""% 7 s i aq AR, 5 oh i ARk, B A %38 i A
ARR  EREIA M ELZ R A Y E o4 PSA 3TH Wi 49
WA R Ak M B AR T KRR R, A
PSA RN 2V RN ET 3 PSA el T M. A
HEPMEEEE, 0lem TR ANIIRBEHOAKS T
KA T RIS MRS e A, B B8 JE AT 90 M e A8 K 69 &
FEF AT R £ R, R, 67 BT, TG
W A RALT AR B RN A, £ EB B AT 48 &R
LA KB W4 5% , 5 pre-PSA # il i X AR, B F AR T
50% ", ki, R T RIBGFHEF AN S RA LM, G
e IR £ LA 09T 5 IR SR 09 B L8 T o
YL IUTRR 1 0 JURA PR UL A5

X T - 2400 BT 7) BR S 69 4R A B AR S K 9 S L, R
RFFA BRI LR F AR E T RF £ BRI
FAIBEFRARENASX T LN AT RBEG T4 B0,
{2 F AL LR LR RN BT AR R 6 & g 4e BT R AT R & 49
R A T ARAT MW 58 Be AR R R A 09 AR B R T A e
Fais Ff Hoa AR L T R W st B E B R AT 2R B AT AR
BT AEAARMAGINERA, BA, £ BRE RS TAE
W EERERFMS FERAHEFRSES 2B ELREMT
BT (NCI) #= EGTM 3 R 3Lk F A B4 3T 71 i s 4 5177
et e zirk ey B AT R B X FR T TR
FEY Wi Feid FE ST, miX B A F R IERE L,

NACB #= EGTM i3, f£ &8 AFE ¥ )7 2 #4747 7] B 2
Jif & B 3% 5 JE R BEAT 09 9T 95 M REAUAT 5[ 4F ) 2 R 3T 5 IR
I i B AR (ERSPC) | RAZ R B RZ 5, ALK A
585 B R E AT T A A s T A K RT 7 MR R 04 B T
ERSPCZ 247 T 10 4, Flit £ 2010 43 4 R, /& NCI
Fo 2 BN BIR G0 LB T, L T5 B R ET A
BERY RN S PR AT F

RS AT 3 IR % & 6 4% 538 7 A O A 6 SRR 42 5% & Y
XBFH 25 PSA AN 5 & g2 T A5 W7 Aol AT 5 R R
RTEBER, BHAFBRAT XS RHVHE G2
FTABMBET —ARE, AERER(Tyrol) -ITREF TG &
s K 5 ) 5 2 b K AR AT 5 AR 09 T SE = 0 R
K MR R TE TR RBG TSRS ALREEE
By IRE s o o 3 Ay %, - Fo A AL 0E IT 69 45 ROK
FRARGFOAFEMERE, kA NCI o RATHR

otk B4 R 0GB ARG AR R B IR A N R
WA AR e B UL R 1975 £ 2004 4 9] £ E A3 B 7T 5
B3 58 T B 04 P AR L RLER B T R 380

R4S AR 04 H £ PSA Mol 4 sk 5% -85 9 2 6 T
T 2 RGBT I IRBG BT A ETRT LT
FEARFTRML WA TRATKETARYARALIAR
KB 0 ) 2L, SRAZ LIS B 69 35 40 T AE A B R KR AT E B
W) AR 2 6 45 R i B T A AR T 49 A AT
H (134 Mo RAAFH 6 R I, X AT I 7 = K T4k
REH REHvh, His 7 8 5 P aT 5 BR % 69 P ) 38 Jm | T
R R B TL I &

BAl, AAAACEELHFRFRRIFHARE
FHIMNAMGE T PSA S, FIARETERZT R ER
BT PSA 9 Jf &, 3X & W T PSA 5 & s 2k w1 7 B
T RGAAFIER, B AR AU B SR B R A R R T
A FE RS Y 0B B S AT 0 2R ML A A E
Yoo MASEEBEATG KIS PO BRI ERA
A T VLG TUEAR A % 0T 50 MR T & g pAEE e 1
NACB BISIRREERARIW S . HISIERE 2 TAH A PSA £
BABE P BAT A7) IR K AUBE T & 0 s 0L RS E A AT
AT BE LA AU IR B AT (do . B ERSPC % 34) 4 %, £ 73t
#2010 437 % &% [ LOE, 1M ;SOR A7,

PSA 1 TR KIRIT

BB TN EGREET T EHALL, B AFEE
FIEIT 3 (R B BB AL 45 ) ARG W AT 5 MR otk
KRBT (SRS BRI S IE B 37 ) 'Y Tk s 5
FR (e AAFRAIGERBRERALE)EE ALK MER
8. B () kR R R AT R R AR A
AT 5 A% A9 i, PSA 54K 84 BT 5 AR 2 B A AR, , T X Y V4
J7 " vAdp ) PSA 4k, , F) B i o PSA JK-F R we i J §i #4749
AL ERH TR, S BET— KRS
I7 f 25 B, 7T AR L AT 9T Ak R & AR A 69 2808 07
[ o R JE % 7 4569 & % v (Taxotere) | (B E. B T ¥4
KA IS, i P PSA JRJE 4 M2 2T 5 I 6
LT ABEE R R ERESL T FEGRETE GG KN
FEAT MR ERAA, £ & 5 T B PSA
M H RIRAAEATAZIE B PSA R E e R 5T

WIVRSRL W G TR TR BREETRRAT R
PRI M. WA MBAR SRR EZEATREEAREY
Fe o, BpAR 4 SR e AL T AMAR 3 R3E R &, B %
ALK R TN, AR PSA R AR A 4 0943
B R #E 4 ls JR r Hi A Gleason #F 9 R A2 TR B bk
WHRE G RE M, AKX ERAMG AN AR TEL
F LN S R R R T ) B R PR R R 89 T AR A R
R TR AN ARG xR, NICE if 5 ik RN FH64 % &
42 A B TAJE 3T #7957 64 By FROME AT 2 AR 8 b 4T LT 4 2K BT,
B e ik e A e Y

1992 & R A & T PSA JRJE & Bt 1] [ PSA i& & (PSAv)
FAE R BT 1] (PSADT) ]2 % 69 3 4 4R 2™ J2 7 M & PSA K
ey e AT IRRE A A A SR, £ RBRT
Lt — BB, 97 AT PSA SRRk St F 5 sk gm0 T AL Fe b
F e FIMAKANR . D' Amico 57 I8 I a9 BF R AU, P
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A — A2 PSAv i 2.0 png/L/SF 27 5 47 5 B 4% 57 49
R RFME, Uk, Carter Z 318 PSAv 4845 35 W7 3T 15
IR IR SR SR K, BIES PSAV A&
F0 W RME, 38 50 9 9 B AE R PSA A= PSAv k&89 2 £ %
BEX (4o ¥ PSAv Ao A 3| @45 tPSA S-#b 4o B 1894 AL X))
T AkAE A PSA, PR LA £ T X @R, X — K
FHEFEA KB Z

23T R AW IMF KRB, PSA R i% 6 5] ik Al 5] 64 K
U PSA BSHERFRAEAG ., Kd, Rt kR
AL B KRG RAE M ) PSA Rk 7 F Rieh. AERGRE
KEBPSA TMAHREFEEREZNN, BFREALTE
RJE3FNEAIB R, BATH I RABEARSL R Ry F LI
BEE N0 FNAEZHE20% ~30% AR INKEEE,

AP AR AR L Btk RS PSA R E I FH A KRR ARG —
MNEYAFE D, R R PO R AT LT F 2 F 8
Mo R, FFRZEDFIAFEHRNGT AL EAL
ZHELEEHNBEAGRARERFPEST LT R
77 PO R TN R R AR AR B K s AL
AR T AT B B g kA, B 98 o 4 ( Gleason #F %) A=
PSADT! 10V s s A0 R T3R8 4 A R ) 89 7% o 44 45
BT AR, AL B AR B 0 A & A fe AR R £ A 5F 45
FAFOE T R R

#i) PSA f247 K 06 97 J& S 6 7 BB Ao [ UG 6 77 A%
G R b LA BeIE KRR E L. PSA 69m 2 4 F Kie
HITHRRPRAET ER0912 8, A B T 512 & G % K 69 Tht
(B30 RATIE B 69) , AR S0 T F A A% 4o 69 4 w5 B4 2 3T Bp
TR B AR R BT T, AT R R T
BiER

PSA T VA %y 36 97 2R Rk e AR BB T a9, X
B G ERL, T -2EE®mE 1200 F PSA T A
BET, AR ZEHABENRETARRAEN R L
m) PSANT
PSA T i F B iy 7 I Wl v i 11 0

BB ST G, F RMAAA Bk T PSA, 45 R ik 3| R AR A
MFRREAS LB FIRBE G LA, 2F LAk i
JER] PSA AK-F oy LA AW aT S B LA RMT T
#E3E  STR R AR A R UG, 4o R 4L R B R
BENFAIAERGIIVRAR R Ak, N G35k 0 PSA %
KB Rk m b o KB, EH G40 & PSA 319 5/ ik br i R
RAERBGAEE, do R XA LT LR AR SR A9 PSA
AL R G AN R A A AR R, LB 9E S RAKIR S
FRAR A B o

B W7, % F PSA KFA&TF 0.4 pg/L B3 20 B 4 89
FEYEAR R H 20 k% PSA K45 3E AR E (=0.5
we/L) WA I B AR B R EH AR T ECLERFTT AN
P W TSRS PSA KE IR T M, AR 6 BLA 49 R
RFMT ., E B S E ST B G S A TR B I R St
B EAR R A E S G, PSA & T RAKA 2 pe/L &
DR RV Sl

R PSA 896 R B AR T R 89 BB T & F ARk
oA AL 5 AR AR 6 7 6 Ml PSA R Ik R 53K 0 £ 2R
oo EdmREAE R, B FHAE A RRE TA e 2

FELAT T AT 51 BRoRE 45 20 KR AR AT 4 RN B &
WM 48 7 R AE R R b8 R B 5T
77100, PSA s AR & R UG 8 5L A 4R B 49 AR P A2 %)
I BR AR, *FHmig &4 77, PSA 34 T SR
H A R IR T R Fe e M AT B AR (HR) . R, x5 T A
FAE TG I I A) S 6 sk R WA % B PSA AUH A FREY 4
JFm A B LR

NACB BT IR 5 5 A 223 6. PSA ZE BT 51 BRI 34 77 /5 1 i v 4 Kz B
PSA 2 He 5 ) T Mo 47 5 B8 % & 78 77 6 ki oL[ LOE,
Il ;SOR,A],

W PR RIS A PSA L AbBIHT A s b 8 15

5 5 B (Nomograms ) 25 & —Fr R % #r B & 7T 4 % # #24%
RO ARG T R TR 4 R, R B 5T W R AT
BREPY RERAMSR T ERTEARAREELZR
RAGMAIH A B B KR4, T RARYE AR 2 6 1o = )3 ik
(Cox) AT 83+ AR . & K3+ F AU X 42469 Fm 25 R
RARZEN AVEER ARG AR PR ESZER, 28
B, % JUASSE S A A T AR ) 64 16 Ak ok SRR AR A SR SR AT 49
5 £ A, Kattan F2 5 FMO @2 ML T AT AKX E
BB, 44 PSA Gleason #4-An 4L T &, A do TN 7857 )&
T IR0 AR o
g I T P Y N (R

DA AT A MG BRIk $ B E e PSA £ R
o6 KRR B Sl IR BT R, % H A& SR 2001 3t
FT RRERT
BT FEA R PLRIRG A B BRAERE AWML R
ERAIRERFZTRERH ) R RERTE
fo R R % EFAMIGH G ARG ARMIR £ PSA K K
Rl RARK L E AT F R A A M55 )5 R LR Rt
o) PSAL B oK B Al 4% R ik v R R AR AT AR T 5 AR K
89 fPSA 422 1277 70 M & e K S5 A B A5 s 3R R JUJR &
s, PSA-ACT 544 A 72 84 B K de 48 3R o HE b 2027
NACB i3IBS EE RAZEW 7: PSA HHETER—aT5RsE X
oo 5 72 AT 5 B AT A A B 26T A AT 5 AR KK 1B JU B S i
47[LOE, Ri& A ;SOR,B]

AT HRARSN R, ik B AE 3 h B TR SR A i
Hofr P s h Ao R A 24 h ARAZE % PSA, 4Rt
M AR AR KB AT AT AR AR - 30 CuA T AR %
MRIEIE &, £ -70 COAT RIS RIELA, K% R T (PSA
4% cPSA #5 E R f sk Bom s M 5t ik PSAAR L,
dn g (PSA o3k 75k 0 £ % B2
NACB BT3B E RAEIW 8 . PSA ST ER—HALE Kb
JE3h MBS HAR ZENALER T (PSA, L4 % PSA
BRI o ARATT AR 24 h, 4242 R 24 h W R 384T 5 A7
W iz BB (EY -20 C,R14F -30 CEEZFIK), &
KA A AL E -T70 CHE 2 EAKEZE A AK[LOE, RE
JA;SOR,B ],

PSA & brifEfl B 978 B A A F AR A T PSA e, g A1
%A F WHO & F#47 £ F= Hybritech #7:f . # % 6 R IE £
BX P A PSA W F 2 ARk i) A8, X A B TR S
W MR R AT T AL, B R E A7) K4 PSA
Ho (A R — 38 A2 R AL P EERIE e AR
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Tt i R ARIE R 17 B KA PSA M4 % ) AL f2aX
ISR BRI T RN TS AIEEA,

EERTPSAWEMN T XA EMERGEF, AL L,
Hybritech Tandem-R PSA #: | X #| ( & H 2 ¥ I & Hybritech
NG R G AR 2R A 6 FDA JAGE 64 7 S 1L 4 473K 7 .
1990 # Graves 5 A 3Rt f# A PSA B¢ & 4 1.42 mL/mg/cm
St iX — M7 5 kB AT AR A Hybritech 4 3% 7 4L 3 B
FERSZRA,ARETUAE%4.0 p/L AXEZELE L
RIS = i R R 8 T S AL TR A (£ B 2 e Ab-
bott 28] #9 IMx & %t ) A AR 048 B 5 % 47 49 Hybritech #& )
KA AR — B, AR R A B AT F Y R, 1995
Stamey FAL KT — B XF AW, A TEZTRLB >4, £
A4 PSA b A 4T 1.84 £0.04 mL/mg/em™"' | kA Fw
EESM IR ERGETH P AEGE K, & AR
ST AL, AR £ B kA Hybritech PSA 47 /& 4 T 16
3 WHO % — PSA B #4754 (IRR 96/670) 1425 % 20% ',

1999 £ 5 SE 4% 69 Bk R S £ T % — B FRAR /& PSA
(TRR 96/670) #=i#% & PSA(IRR 96/688) 4 Ji 6948, ##F ¢, 4
PSA #9AF £ 8 B & B 453 . IRR 96/670 £ PSA #= ACT # %
A, 35901 10 #9 Yb R BERUMEER £ PSA,TIRR 96/688 R 1, 4%
B PSA(KRZS), HMAFANGLE, — % A(WHO % —
WHMRA SRR B IR ED R oM LKL )0
“UhE kT RAEINA, BT RIS B R XA A SR ST PSA
M HBAT BT, J5 4% PSA el £ R 8 m— 527 mARE
AT ¥* F T A Z 4G PSA A X 7 &4 AR B E 4 69 B R
AT, ALARE AT RGN H AR
SRR HE R INE, RF— RIS, W T3]
B FRAR O & 7 ok 2 18] 69 7T bbb € 243 A P&, {2 PSA 4
WZ A £ 5, BN 3k — 452k & 0t 4o A% A R B PSA
i) 3K 7 T 55 BN SRAR IR 09 iR 280
X BTRER S ORTE  PSA RIAEA T 5k 25405 & 977
MG, B PSA EE AR B IEAE PIHFALREZRE (L,
EIRAT) Z A7, i aE 7 ShAR A E 4G PSA M€ hm A B E
XERR LY T RLE0 &R 55 08 0 7
ALFE T L BRI e T,

D ATPEAE R R R A PSA SR JE UL s R AR K kT R Y
JRAE AT I AR ) 69 4 e SR 6945 8, L A5 AR
HRARTIRERE[ ZF XA DTN EFZHL(CY)20%
P i) B 64 PSA R E | Fe A8 5 64 A7 5K I AR ok S FROR L 69 o A
CV, B R EANE LT R AL, X420 B RAEL K
EAAE,

NACB BISIBREE R AR W9 PSA SHER—RBIEH  RKT
RERERZHEZREREZFRELERE L, BIZMAT
X IR JE 69 424 [ LOE, RiE ) ;SOR,A ],

EPERSE AT B R AAEMARR — R FDKEH AT
4 PSA $ ¥, AN B % A & ik P PSA 89 T Fo T
EGTM i@ i T &4 & #94 % PSA 89 % F Lk, 5 LIRE
T PSA R ERE A 0.1 ~20 peg/L 6550 % v L F M, 3 PSA
WM R 20% P2 PSA SR BEART 2.0 pg/L &9 4E &
Bk, 2 PSA AW F T FIKT 14% , K wik Ll 2 ek T AL

30% 2GRS, AR AT I REE LT, AAAE
H50% ~60% & Z£F P ERINMRNAEDF TR
T Ak 5] 20% , F) B PSA 4 69 547 & 5+ 5% , BT vA 323
PSA Jk 2k KT B 2 50% Ak A A L # (P <0.05) )
NACB BT3B L RAE W 10 PSA A HEER—NM R A EW S
Tnn EMBEERERNEZLENMAFED S EFOHW
[LOE, & & A ;SOR,A ],

PSA 22 E R RAF G —APIRER, — N BRIk M G E LR R
A TIEABRERGGELELS FOE—IEE, RBRE R
iZ .46 PSA A AT R XA )T R, E B ALATAR X 49 16 Rk &
FR, sb iR A 46 R R AR 5 i) X M) 25 R 2 8, IR 3E
Horil| BT S E 52 AL T Z 4P
NACB FTFIBEE RARINL 11.PSA IAMEER—IGFREEE
BEE B RIRE Iz eLAEN E R B 6 AR A8 K 6 ls Rk T
B, BB — NREE—— Pk HE LR RS T
IR g7 A A 55 5 097k —iE3E [ LOE, & & A ;SOR,A ],

AAK

3 M ML 386 V1 055 A il 980 200 160 A S I R B A 5 400 U G R B B
11 30 Jig

ILE T & i Ho | 98 JB) o P 4B 2R 9 20 L ( CTCs ) 893K 71,
HlG R AL Bk FDA GAGE, Ak €25 FR M 64 SUAE B 42 %
RAET FUGAE 6T, A2, RAT B AT A= 1 6T 5 AR R
AW AR, AR RCERREAR R ZTHEN,
R A5 B Aedzik CTCs 694FAE 5 413 Tk It 7 4n fe 6 $e 2k
B A AR FRB) B, 38 3% R 4B 4% R (RT-PCR) a9 ) 52 2
R B A VA, X R LA T ) A E 52 e e
B4 M (Jm CTCs) 2 R AR B &5, LR 8 X 4 2 2 JL K
Ty TR E, FB LR miin4-F (EpCAM) B Z ik
(4o BEZR) 3% 2o tm IO T A SN B fn 8 2, 7T A B4 A Ao ) 41
JAde LR R AFB@AL, RE—ANF A SHEN R AR
#, 348 A EpCAM #tk A L sheh bm m ko & 7
F L BATEBIRA T CTCs £ 377 Mg A 4e ) 49 T B &,
AR IR S ST, 5 mL fig e n4E >5 CTCs, 0 FRAn
F Rk Ay 7 I A B A 6 AR, CTC 3+ 06 A7 2 16 R A4k
sHUG £ A AL 2 F A7 51 M &, CTC 3t 45 PSA
mRNAs 38T 7 M4 S B4R A 2 ey I R TR B A A48 K b
MY AR HIEAS T (2R % A AF ) AR R E
VARIE 75 A T HLlG R 5 %o
NACB 151 B9 & 3R 48 18 12 5B it op 45 3R AT 51 A5 988 48 B B i X
RAZNGER AN 42X e RIE R A5 A L HAR
FECAT R A T F AL R %% [ LOE, IV ;SOR,C],

W3R o5 00 A i B ks o 1 D S

i 7% PSA A% &4 49 ) E 30T 7 MR & A 69 5 W A 6 T
MEFTZMNR., ¥k, t—F MR T HBABG AR HRE
I Ho ) R X AT ES

(BiFBm R MSUE, FAC E0eid @ BF AR
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CHER A P E A 7T H SIS

Nils Briinner, Michael J. Duffy, Caj Haglund, Mads Holten-Andersen, Hans Jgrgen Nielsen

GRS

%AW (CRC) &M FAL T 5 3 4509 % WA, 57
LA 100 T eg IR B, ik RAEFE S0 B ER AR
=P EEECOURRREES 3N F LB ERR,
2007 A REBI A A 15.4 T S HEABMBL AL
HH(38% ) LKL (29% ) . F M (15% ) A4 W K ¥ 4
W (10% ) o A2 5% % A A28 3% K A Em'™

2 A IR IER A G 0 AR L B Rek S e
L5 R 04 B R ST O AR 6 i 3k, R 4 AR, AL A=
LREMBZRTHAM B, £ HWEIN., FEHEER/BNHE,
I AR IUT A B Rk, f B R R R B,

AL EFO LRI A THAMEAMBE L ORE.
E R Z A Dukes 5 Hf & %5 & 25T JUK (28 20 27 &)
W B Ao By SRR B 5 AR AR K o 00 R BARE . R LR
FOR 0 4 % B IR 4% 85 B (UICC) ™) fo £ B 55 2 B2
&9 ey TNM 480 £ %, T KA BB 9 R4 49
BERE(MRBRAIE) ;N REBFRELERE (EHRHKE
25) M R ARG YA R A A (R AR ) Y

BRI FARZREKLEAMBEZN—KRETTH,
fastF—RAMmBEL  BLZRATFA/ILTERTTF RS
JFo J£1990 64 £ B E 5 T A A A (NIH) &2 A3 L3
FeE AR % Bk 2 s AL 7 — sy
CRC & &L ESMAFFAE S SHBI AL ST W38 m 5 4 )6 AP
BAKM TiARSELS FHERG TR,

& 11 #1( Dukes'B) 25 i J8 A G 56 Bh AL 77 69 - H3E R

BHEATIMEWER R ZL THBHET, 22ERHA
ISR IA NI EF TAL BB G, QAL
Y EEAT4RE AFLRARRESEE" T,

1990 NIH it &l % 2 &M B AL 5T 55 & 7 4k 50
Agtia s DR AMBAmRE T . B RAFHFEARD L
AR REERTHFNILE AARAMBER LR
THREZ—,

BRF KA G CRC 64 Tk 4245 40% ~50% &4 %
FAERAHEST AN EFRERELL, BWX S
OB M ELEETEHRIER, B ResaLEd T —
FRIUFE W6 KBRS (M3 X 8 R F CT fe sk
R ARM) NI D RS EARSIEE,

CRCAFH—MEAMBATED [ o BIER R (CEA) ]
WML W REZ —, AT EZ A 2N NACB £ T
CEA Fo LA 3 47 54 42 CRC i feit y7 it A2 0 5 B 09 35
BERNHR, AN LELET EeE R@%E T2 MA CRC WG
EEWGIE.

Fy X deds g, LR T WA S WA CRC 4R & 48
E LR, HAAET — L AGIRE A2 A IEAFE DRk
MR IS 6 Lk A & RAR B 69 F 0, NACB £ 14y
AR E BT T A GRS L (B AT HE) o

HL i ol JH T 85 B 6 Mg o

29 ETELEAMBEPEAR ZUMBREY, L
PR THEAIBIFE W AN B R EGNE AN R R G

. 2004 £ B G RIS A (ASCO) + T, 2 —

LOE 5%,

®9  HETH TS5 B R R bR S

Mg br 7L RIEGBE LOE * EEBYN
M AFREY

CEA T Wi ARG ] EARAETUS 15 8, ARAR A F Il R m [239-241]
WEINBESS ARTATEVIBR TR ZEIGIRILH H , 388 45 5 R AR BORRIR s | [251-255]
WIS WS 1R YT TENG IRV FH 38 5 25 5 1R R A s | [239-241]

CA199 T Wi IEFEPHAR ik [264-269 |
WEIBESS AR TEVIBR TR IRV \% [262-263]
FPIR I IR

CA242 T Wi IEFEPHAR ik [270-271]

TIMP-1 Tt RE Wi/ i 2 oo e A IELEVEG i} [274-275]

ALIREY

TS W Wi TEAEVPAS , BT R AR KT TS BURA RBUG 2775 4007 i A bR I [276-279,564 ]
TR B B X YT 2 EFEVEAR , = 7KF TS AT RE TSR BN MBI X 5 -9 R B e 1A B ; A WFRE 3 ili [276-280,564 ]
(5-FEUPRMERE ) 1) L TS WAL MR e A% AL 2

MsI W s TELEPPA  ICAE AT o T R ANAR R b 5 3 TR AR i A L, 159% I [282-284,565 |

AP BTG (2] 5 Bk b B T

TS 4 R GERP I Pl 1 [284-285,565-566 ]

DCC/18q #HAY W s TELEPPAR , J 5 TS B0 ZS 28 TN 5 400 i R ARHE AL I [286-288 ]

uPA/PAI-1 B Wi ETEIEAY m [289-291]

Ras e IS R, % F Dukes'C 20835 (E Dukes'B 94) , ras FEP S AR 55 iR I [292]

P AT e ARG IR H i

WRIAIT M E AIREXT FHL EGFR HuiA 78 2 BT e SATya AU A B0 1 I [294-297]

p33 e LERENT MR, S p53 SR UGS, ASrTREH FIGIR B i I [293]

FOBT TCRER NHE G2 B 7R , FOBT iy nf FRARES BV S8 T35 s w] JH T RV B 45 B 68 0 | [300,302-306 ]

A5 ATV TEAE S [ GEEA T 5 Yo B )45 L 9 AR G 0 M ke 2 g
I B2 AV 2R PSS A
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HE9
bR RSN KB LOE * Z% 3k
DNA ji TCHEIR ARG A XETCAEARTZ 1 AT AR IT 2], DNA R A R AL Bl s & [313317)]
3 Hb FOBT ekt s 4 KM/ WV 5 5%F
RFT i 28
Hy 1 [317]
BERIE
APC FATYSEMFREIEYIR 7% TGO T I R LRMS [322323,326,
THE IR L 5 (FAP) 567-568 ]
MSI B AR B AL B A TR DT I PRI M [322-323,567-569]
Ji (HNPCC)
MLHI/MSH2/ FTFSE TR 7% TR O T I R M/IV  [322-323,326,
MSH6/PMS2 PR B TESS B (HNPCC) 567-569

W)  TIMP-1, JEJi 4 Ja 2 (L SUM B T 15 TS, g [ BRmine | Bt B A s uPA | RGBSR ST R JFIA0TE 10 s MST, (i DR R s PAT, 21V B IR TG ) 400
il 1;5-FU, 5-5URMENE ; DCC, 458 B )< JE s FOBT , 3605 AL ; FAP , S0 ME IR M 5 3 s HNPCC s A& PR AR B A MESS W  CRC, 45 H I

T EHRL (LOE) [120) ELpkfm e WL ASFS B A

PEHTE:DCC/18q, 45 FLME L (DCC) 18 5 fa (AR ik

NACB #E#7 1) CRC figits & M AR &M e NACB R R4, Ta@, 5 & 10 9] R eg#F 52
F10 5K A L ﬁ&ii%ﬁ£Wﬁh SR ﬁf%W&““ Hiritmitit.
W P SR 45 6h Lt B, APRRETEAM
F= 10 AL RARNZ Je b 2 4 1o R A 1L
)F/]?ﬂm_\% BZFH ASCOL242'244'257‘324'325J * EG’I‘ML24S'246‘57UJ NACB 2002{15J ESM0[571—574J NCCN [575]
CEA ity 75257 P P -
e BUs 2, S B e s e b - b 4’57’77c 4
AGITFHRI I!J]E/Jé*lﬁﬁ
ARJ5 W 2 R AT DA R R A 2, T & AR R T P JE iR e R
HAGAT 2T M54 %5 AT IR IR FARDIBE, %
FATFE & A
WA R 4 7257 b R A A NR NR
7':T(£X’FF LGN B st
APC LR FHT FAP fiiigs Z: L, ASCO IYHEHE b g% - - 2= =
H PR R g 324,325
MSI HNPCC 9157 - - - B2
MMR 3£ HNPCC fiiit - - = B
MLHI ,MSH2,
MSH6 , PMS2
FOBT TJCRER A HEGfi AT =50 2% - - -
PR Al Acs[31] USPSTFL311] NACB 2008 s i
CEA i - - w A
i BiE - - TS5 A 79 R 22k C
G B EFAREI A
A5 Wi - - S, WURE IS A AT E A
VIR 432 R A0)T
APC 3:H JHT FAP fiifx - - 2 R AR REPPA B
MSI HNPCC {47 - - & B
MMR £ 40 HNPCC f5i#5 - - 7 2
MLHI ,MSH2,
MSH6 , PMS2
FOBT TCRER N A JE =50 4% &, X =50 ¥ % =50 5 A

W 18] : ASCO , K [EI I PR IRT 22 s EGTM , R UH MBI b a5 72020 s NACB,, 6 [ R A AR 26 s ESMO , IR 25 IR 2 2% s AGA , S [ 15 oMb 23 ACS , 6 IR i i
P23 NCON, SEIE E K L5 ST I 46 5 USPSTF, SEE TR IR S5 TARAL; NR, AR K35 s FOBT &I LA s MMR , 5 BLIE S
s - FRTESCHRAE 5 + 22302 L ASCO FSMBHIR 2123 AR VIR AT BFTE 5+ AHERE80UE (SOR) LA = 1853 B = %5, C = 1% D =AW AIRCMRER A)

CEA

CEA ¢ il 0 45 v 13 W CEA k2 5 b Fo b 71k
H CRC f£ R RABE o K% FAK, R4 T CEA & CRC 7 &
g i g P2 5 ASCOPPM fr EGTM # 3 — %, NACB
+ R4 59 CEA RAk A T RABEFH CRC ff & 20200
NACB ZEMEERARI 1. 7% CEA ERBEABTHFHS
CFA R#: A T1E BEA BT CRC 4 /% & [ LOE, V/V;
SOR,A],

CEA {ERIWiFiG v I i 4o 87 B 3& , 95 9% 49 & K5 0
A2 AT CRC B2 FGE, R, — 8T 5% &0 KT
CEA 3RE AT ARBTG5 8, 7 LA L LT IR T8

g5 0 - 0 PP sk — ok L8 AT A B G b K IR P E
S22 gk NACB + R4 5 9, Ki7 CEA iR JE T 5 3t

R ELEASIFFRET 7 E, K, B A K47 CEA JRE
FoRE TEH#BIE 70948, X — & 5 ASCO F» EGTM % &

Zif&éﬁ%%a r%__éi[z:u 1244246 .
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£ BRERFA(CAP) F £ ZiE 4 K37 CEA s iF ik
JEL5 TNNM 5 By 3f ik & 48 345 o F ok & F 42 & AR
RIGHKGRIEST) A A | 264757, 48 CAP
XA, | AR EFRARBLE LN RXENG S E
Gt F oM A le KB, B Z A E 3 & & E P e TS
HEZER,

NACB A EFEERARIWN 2. M7E CEA EMUFEHHOER K
A CEARE B 5 AR LSRR FHEFRET 5, A
£ CEA JRE 569 % F (de: >5 ng/L) , Rk fE R G AL
444 [ LOE, Il ;SOR,C], A T, R a7 f ik CEA R EER A
Tt & 5 B AL ST 64 284 LOE, T ;SOR,C ],

CEA Wl TAGWM CRC #9438 Honrx RJg Joml 69 B o5 2
ARG TRAE AW KA HINA IR A b 45 RAERAE,
6 Nk KT 5 & F KRGk AT B s 5k I 5
RAMT B H AT T A0, BTA WA AR A B R E s
SHTFAEFHRAEEGEE 2% FELEFT,
HF RA—RALESHARTEY, ¥ CEA E 4 M35 35 47 2T
FAEH AL EYH DY,

KL ASCO 5@, s TN RMALAMmBEEL, o
RN BHRFF REIT RA TS RIAT R A 09E7,
Mo BFEERSHIEH3FN, 543 AMAKN 1k CEA K
JEPHSTT CONACB # R 4840 ¥ B A i,

K% CEA tyk e 2 &) iz o A T s ol , 422 xF

CEA 3% 2 W5 ) b LA 6 JR & SUIR B 89 38 S A2 B OF R ik m—
., EGTM £ KiAH , e RiE L B CEA &9 R B L vl arn
EALKE 5 30% A ARG R EL NG, Ab,EIANEF
LR LAR ABATH 2 RAFAR T RAZ, WwRH2 K
WA RI G, L BHRBTEZR—FTRED 2R,
¥ F 30% BIE A Ve RIRIE, SLAh, B AR EIEAAL A HE 3
AR Ml de N8 JE 6 CEA 38 & (Jmif 4 3 k5473 A3t 15%
~20% ) THALIR = F B F Y AF— R0 A & CEA
REALRRE T BB ESE R TR, T TA LR KGR
SR B, it CEA B JE 4o fT, 35 5 iZ 84T CT 3248 X &
VAB L WA
NACB £ HMEERAZIN 3 M7E CEA ERB MM hHMER
F UM A % AR & 4, do Ri A & 48 F K06 75 34t
AL RGBT, LB EE Y ERL WG 3 F
M, B3 A A 1k CEA % E[LOE, T ;SOR,A],
CEA JI T CRC WMl iWifyy Wil 54 %, b T 479 fm fee 5
Ve 2h M de R AR YA AR RCE B A e MR (R
B EMIT ) BB ER(HFH L BRFHR)1E
A, CRC W& H & B2 R Ea ™™ me, b Fx
ATE ST F B AL R, A5 CRC & F o P45 A A4k 10
AT LA Rk Tk s 2 e A B4R R A B
T, R A S R TR AE I B R A AR

ARHE 2006 4 ASCO 3% &, CEA -2 T4 4 #: 4 1 CRC %
o3t 77 BT S 64 BB AR A N L B R A R 8 T T B
ME CEA, EBRMEIT I, 1 ~3 NAME 1R, B4k
HAH YA X4, CEA IR B # 43 w2 W] 9% % IE 2 i
JE P 2003 4 EGTM + RN, 5 & H 5 AREH
BPEA2 ~3 A B & g em CEA™! . ASCO #= EGFM 3% &
A B AR T A GE T T4 CEA R BI04

BN XA A S ST (e S-RRE R AR R
WA ) Ak 55 CEA 47 838 3, i Jf 3 R st & )

% B2 BEAT R 4006 0T 690 CRC & & 247 Mo af,
NACB + R0 30w % ik 47 £ #949 CEA 42, 5 ASCO +
F I —H ) A CEA 3 & (402 >30% ) 4 4
RFBEIEE, SR, EANCEAMRGERZESLFSHY
1% R i RAGIR TR R BRI A R A2~ 469 CEA X5
A A,

NACB G EFEERARIN 4. M5 CEA 72 155l 5 s i A b i1 16

L x; AT A G 9T 9w CRC & 2 ok 47 M5l A, ok 2
AT %065 CEA #m| . #iiA 85 CEA ¥ & (d=: >30% ) & 9 %
et , 5 HEM T A 4918 fa b 3% 3 [ LOE, I[;SOR ,B] .

Lt b a4
CA19-9

CA 19-9 A1 A ¢ 2 — Ff A-vife ik BR AL 89 Lewis o 7 3¢
J& %A% (Lewis-a pentasacharide epitope, fucopentaose I ) & %k
Fu™ 5 CEA 481k, CA19-9 # | xF T CRC &4 4 & &
KPP Foan ey R ILIN A CA199 5 CEA —#, R a7k &
TR CRC & & 4975 7% (2 B 37 #F R 438 A9, xF
T CRC &4, REBUF A 4T CAL9-9 eg4em]
CA242

CA242 s hitemleg 2 £ F5Z G 45 F. X445 CEA 4
o ,CA242 2F CRC #9 # B AKX, {2 A T CRC & # ¢4 %l ,
CA242 547 T A4k CEA 694 212920 sbsh K B9 47
KA, RAT CA242 3R E T A F CRC 7 #4577 B+
3t F CRC &%, REBUFHLIAT CA242 4l
BE 4 I S AL 2L P 1 1

E A BB G B 8 39 h) B F 1 (TIMP-1) & —#F 25 kD
HEER G, T AR AR e B A B AT A 038 5 e
Fphl am JOR = AR B BK S JE R K 38 (ELISA) =T A 46 i)
i & 49 TIMP-1(TIMP-1 #93F £ &4 % X A= TIMP-1 5 & )&%
BB AT X), CRC &4 sk TIMP-1 R EZ ¥ 5 T12
Bert B840, KO W R BB R ILR R B & s T
Dukes 4~#1% A A= B 64 45 My /& %2, TIMP-1 8 T % 52 5187 49
B EE T CEA(4e 45 F M H 95% B, TIMP-1 F= CEA ¢
BN R Fy 58% L5 40% 545 A 98%0 B, B M 4R
56% 5 30% ). T T4 A% &, TIMP-1 5 CEA # &
AR 4B R AW, R AT TIMP-1 % % CRC &4
o — ANk 2 FRJE B F (BF: RAR M T Dukes 4~ = i 58 €
fPY L R A AR — AR e R, g TIMP-1 R B K (&
0% & pAzKF Loy = tn) e T 25 2 A A FAER
L5 LS e ) T B 0 X R ABR 6 A B AR AR L

BRA X TIMP-1 69357 AR R ILHL B R AT K 45,12 B
A7 & R A 7 TIMP-1 A T CRC 74094 W7 3 #F & & 2477
R
NACB £EHBFREE R AL 5: CA19-9,CA242 F0 TIMP-1 #Z£ CRC =
WA R CA19-9 CA242 #= TIMP-1 4k % CRC & %
B [ LOETL/IV ;SOP,B/C],

N

LEFAE T — LB AL AR EH T CRC B oAl
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TR B FG AR . 3K 2 b5 20 AT & 4 635 M E e B
B AE (TS) P00 B 2 RAS M (MSD) M)k g g g
AR Bk A B (DCC) %) gk 8 R 4F 5 B RO S M
(uPA)/4F 75 B JR B & 4 % 41 #) 1 (PAL-L) P22 ras &
B A ps3 RE/ERE . AT AW T RIS RA,
AR E Y S RYFE R TP BT R T RCTRM . 252,
A IEYE R AT AR kras 53 E K A KB F %K (EGFR)
FAR T R 3T AR £ T

NACB £ EMELRARWN 6. £AEMBHALRETY FiEHFA
TS . MSI.DCC . uPA  PAI — 1 & p53 #| B 78 & F= 520 77 2%
[LOE, I ;SOR,B], ¥ kMl k-ras & % b5 oL =T A F I 4%
4 EGFR 34k 94k A,

Felfibs &

BT R W EARAT SRR S ;e (FOBT) , 7 £
&2 4G 04 FOBT 2 & ) AKX I A= £4% %98 1L 52l .
(FIT) P20 o) KSR Ao 21 B G & B4k dntr &
Ak i BAL B E T R AL FAMARE G, b TiRA
W B A A2 T AR R K T BN R T HE 5 R A4
ARS X I 6B ra M, 3k 2 AR 3F SRR K T 4l
ARG X, A X B R, $ KAALRALIX IS £ 00, A &
B KRG X I I & VTR, ) 45 A o 0 5 o

FIT 2 2 25 B 5 09 K 5 Fo 0 1 B 09 2L AL iy 5 K ALAE
ABERR AR o I IEYE A, XA e B 0 i &
CRC 7 287, FIT s &) A g ik e & o a5 5 ok
e 5 i) AR T A8 A RIS A AT L&

FIT B A4 3 09 S Fo b M, B R ZRR R B M #
w3 A 2 FITs 2 B 304008 ; A E3E £ B4 A FITs A A4 T 38 ho
£k5 2 A (CRC) 89 05 & & 5 4G FIT se 408 & | AR IE
BB Ao R R AR R B R AL EE 6 AR AL 6Y dnid
FORAEAR B FIT #3584 T4 T K 4Lid

5t FaALE — %7 NACB 23U A =50 %
# ¥ AT CRC &, CRC AE#H % 5 450" jit
L B —FARFABKR T LS, B, BT 22K E
TR AANESF 2 CRC 3 & 69 K e M ok & & 05 &
7}.%&_[3111 .

A% NCCN 35 &, 347 FOBT 4 m) & K & £ 4% 4 77 ik
A E RIS R EARARATY ) NCCN % 7] 4k % & A Hae-
moccult SENSA (B W % F 3] ) M & 7 %, NCCN f= £ B
FEE 2 (ACS) 3 BT 4% A AL 45 147 3K i 47 A it 4T FOBT
#é\immos,,%m 5

R 5 & T AMEAK 25 B 5 04 56 == 070 qa /)
HER— B R @G YR, B ERFHGCE e &
B AR 6 SR AR P 25 R ST B e T A 1
LELMTRFERLEZNRE LT,

W T FOBT R 78 v -0 45 2L W) J% 09 1 th 69 SR 1 A
HARRH LEFREARLIZEPEARERFEY L,
HARZCRCEZTABFTHARNTE, AP RS ZHRH
DNA 47 &# 5% ras RE \p53 R E APC & 45 FH T AL
JE B MSI Ao DNAP U0 g 57 U A & koo 2 T %
1% DNA AR EH T BB AR DAL, ERILRE,
Allison #= Lawson' ™ & 303} 712 &t CRC, R 5} DNA 4744

HR B PN 52% T ACE) 98% (34 64% ) , 4% e K
93% % ALE) 97% (T34 95% ) ,

RA % B T #F45 DNA 47 &4 £ CRC 4ol o 49 1 50 %
HBI Hck sk — AN R 49 DNA 47 4384k 4 CRC i &
KB OZEXRABLERAZEFHF B, £athn b
31 #5142 &1 CRC W i@ 1T DNA A7 & 4340 & I 16 4, K
7 i@ it FOBT #4304 4] ( 53] 4 51.6% #2 12.9% ,P =
0.003) , /& 71 B4z 2 M & 55 A 3 5 AL 5% F , A1 ) DNA AR
LSt 29 41, FOBT 4Lt 10 4] (P <0.001) , A&
% DNA A7 & 438 & 30 vt FOBT & 69 80 M A2 3 A4 2 3
Rt K % 3 Beg g . &R, AT DNA w4
ML F FOBT, H A4 2 € LM CRC o= F % @ 5 FOBT
—H, b 3s ik 6g 52, £4% DNA 47 & 440 1k FOBT % 5
FHARAERE G, W HEREE DNA /& B A4 0 4k
T R AR T AR A F P

Bl R AT A DNA AR &6 £ & 42 —2 5 FOBT
AaveagAast g B H AR B A T R ALBEABE R, 2004
4 Song £ | — AMEA kAR T B R £18 DNA Fe ARk
CRC fp &kt mAR B, TEN LR T . 5RFEM
Yo, BT Tk A SRR 3) 3G e T TR A A, A R AT R K
5 R0 EAR, A A E4E DNA §5 &, B354 10 7 AR
Im 4560 A G, T HEABFIEMATT B ETURA; R4
W4t & A0 FOBT/ 7T Btk TR 45 M Bite & 2 A 204 vk,
5 Rim AL, T34 10 TAS R KFE M6 190 F 54 F=
6 270 A4 P A A B MR A5 R A 1.701 7 £
Fa 1.7 £, BiRAES%e 7 ik b £4% DNA ) 2 R &
B R AKAT R S 09 2 A o

R &2 DNA i & A AR H A S HRER
ST, R B X s ] 3 K A A8 A AT BE M R ALK IR B IR, £
FEWA(ACS) FEFRAELE £ B AMFLREFELSLR
J& A A IR 7RG I A 42 DNA“ T A4 4 CRC
i & 89 T kAR R AR S 4y O
NACB £ EFEE RAE W 7. EEIREY AL H 7 = 06 & S R A

NACB % P& =50 % 69 A ¥ p izt 47 CRC i &, T
RA KA BT Em R AR, TR A g ik ey T Ak 4k 5 CRC
BB E BHA AN ANELF, A% FOBT 4 5iE 2 &
Hakh BT #4209 5% % CRC 45 %[ LOE, [ ;SOR,A], 4
TAEFEEE DNA BN, FELRBENLZTAIEEEN
BoAeit 7 53 KR L ES BT 3 R 0 B0 e AR
[GREZ =2 AN ER -

2 is el

CRC % Bty K B AR (B R 2k MR 98 1 8 1) R Am i
ARG A A ) ,NACB + R4 L HF AT A A6
;},EI%J[3()X,322—326] R
NACB #EFEERARY S . £EHENER&EN CRC #9 AR
B B i & g AN T MR 0 R ks L4, AR AR
B, ZAR A R B AT I AE B0, MR Rk MR M B 1 R,
S B A ST R T4 T £ B R, AT st R K B Rk AR
BT R4S o 45 Rk N & RAaR M8 M 8 P g% ag L
B R CHn by, s T &R RER A, 2% Ean APC &
B % %[ LOE, % %3 % ;SOR,B], MSI @] & f=/ 3% 4] A [HC
Ao 4 PR B AS B B AR R T AR B RS B B R
HFRGE . B — AMNAI A IR S 6 MSL, & % % 47 MLHI |
MSH2 MSH6 2, PMS2 # B % %40 [ LOE, ll/IV;SOR,B],
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W3 b 5 A 45 VLI vl 1 1) B A

R A% % REW CRC M 47 &4 & 2345, 1242
A BAMHER TR, ZLaE CEA A TF Rk X 4
ik s7 & ey K Yoml  FOBT A F =50 % % 9% CRC
Jf & ,MSI A k3% 3] R & A% & 3t /7 MLHI/MSH2/MSH6/
PMS2 A B RS b R AL AL N AN R
(HNPCC) , R A F B3 4TI B AF B AR B (APC) #m) k5

CHER N Y

Michael J. Duffy, Francisco J. Esteva, Nadia Harbeck, Daniel
GBS

SRR A LSk B F LG, A REFRY
¥t 100 747 2007 £, £ B KA 18 T kbkakis
BT A SUMRE B 4.1 TAR TR, AE, £ BRI
200 7 ot A SRR £ L R RSLIRR A RE B MW
RERFEZRHIT G AR ERSBFRROELERREE, L
R 0 56T B AR T P

FURBR SR & A0 B AR L3RS E P 3 SL Sk R SR ki
Fo BRI E, BT FERELRFE AL RE S
#ed ., LA R Ak M AR E A B SRR 09 T 05 o OF
TAE,

Aot By 3R SURR SR 09 — G 9T 7 R A F R G 5L G Ak
FFRRMEI G —&RETE , K EFKZ AR REEELEE
BT RAMERBI G T de ST R FE T R R AT A
FIT k. MBI AR T R R RILRBEN IR R
Foso =2 flde — R 14.5 T AL 6K E S
8,45 194 AT I B R G087 G BEHLIK IS, L AF L& 658
AT HEIRENEANT BRI FH TS50 Fe 8% F,
SUM I SE 0 T R AR T 38% , Mo £ #45 BH A F 50-69 % % j)
WEEF FRTENBIKT KL 20% 7 F FHs i
AR (ER) [k 6y B4 ,5 F o9/ 2 F 358 ST T LB 6 F 5L
TRBAKT 31% 7 @ ER W69 B B 20 i A AR
REROE X SP YRS F AN

W AR P B R SRR BT 4G e R AR &
Z —7& TIMP-1, E4ed] @42 2], 47 % #F 50 & 9 TIMP-1 T 4t
¥t CEA # 5% 3L CRC, Bl # 42 — ANk .49 CRC Fam B %,
XML RELBERFHMERARIEE, KA LAWK
45 #£4% CRC ff & X Jo 2 — % £12 DNA 45 & 4387 ik A
Al B 1% A BT AR AR R AR, I AT RN AR R,

(F0iF . Rorde HA; FA £0ekd A 2 ARAER)

F. Hayes, Rafael Molina

S —KETFE , LB ALMBG EFEF BT Y
Mg, wALRHE, M A Qe RR S ke LA X &
E 3 X GAh L AN L BB AR S e AR, X A
BOERRTEM—HARI.RRIAL TR, ETHREL
f, K B AT R AL W B B4R A 2 PR

BRI IT RS B A5 A2 25% ~30% 6k
BRSO AR E Y 50% ~60% ik B 25 A bk 6 4o b4
AKAELRIEEBT ) BBRIURE LT ik AREALTT
(o BIREREHBEA L) BMEFERIL@EIT oy L3
#.(Herceptin, & B Genentech 2 3] = &) | 3% 14 & & (lapa-
tinib ) s%, M 4%, 3 3¢ ( bevacizumab ) , 3 1k 4% A &, 5 1L 57 B A48
R IR A A SURR S R K A S ARG, 3B RIR
YEBIE T o A B H AT AR S i S R kR B E R
Lokt AT LR AT KRB WS T ELEFTHR .

AR RBERIEREF G RBEE T ERMEARS
M BARED, AF B L RE NACB #7135 & 12 SLIR A& F
LR Fe T GG AP I AR E MO LR R B AR T e R
KA RTZEMANIEHEE,

AT A 2T IR P AL A M B AT S a9 AR &
SCARIAT T @, R 20 £ R G E AR A MG
AFEM AT E MK A RO B IEH, ETRSY
BT ,NACB & R an ey 2 in W A L T A RGEE LA By
(B AIETHE) o

FAEPT R SUM IR BRI T B 7 (R 9 T0% ¢ BLAT ] 0 I 2L b i
LR E L TR F R Fr mFasa™), Lx R o T
. T i L FO11 30 H T SRR AT T 5% 69 4 4% Fa s i S Y
AIALESGNTRE FGREAERAETEOR by a5 on s 4080 4R B LIS K LOE
P RAEINN 9, b ] RAKINN N I ‘i o
A M IGAT, £ T IA TR T LI 6 TS Ao TN 35 47 ’
#9480 S SO T @ AT
RO SUIREA R B AR R
iR b Jog R KRB LOE * E= DU
AL PRI RR R
WEBEAZ A (ER) TS0 A0 g A LA o VA YT I U, I A oz FH I [330-331,576]
5 HA PR Z A S ARG FUBRE A T Bk A ER 2—  IRIRI 1 [576-577]
AN AR5 A UG R %
P FEZM(PR)  lE R ER AHZE G B IR O I R g FH I/1 [578-579 ]
HER-2 e UG , FE B Tk B 2 B M A X bk e 45 B I A o7 FH g s m-~1 [580]
W R R 1 i
Pk T s RS PR A FLUIRE B, A 2 A (RRE I A 1 I [581-583]
) HEAT AT
BRI e e O R L= AN i 7 i ] b1 K B S N o i e S L 1 [348-349 ]
9o BB B I A A
THCE 4 LA R X CMF HRHTE: , o] 000 4 300 2L A i RPN i — G m [348-349 ]

FXF CMF BRI




- 134 - I PR B 2 75 2012 4E 2 H 45 30 %55 2 ] Chin J Clin Lab Sci, Feb. 2012, Vol. 30, No.2
gkl
bR A SO A RIBH B LOE * ERP N
NEE R L A o LA B PR 28 R SR Y7 1 SO, HER -2 JE— Al o/ [348-349,351-
A BB LA IR (974 TT (0 BN PR SR AR 5 == 352]
PRIGEERILTVARG  WOE SLARR U , G AR5 bk 45 B M 20 S TR R BE LI B0 AT 4 AT B0 R TS 5 I [361-363 ]
JEHE ) (uPA) FERICH R 431 DX A1 F (e ) )
T RS FL S XA R VR YT BRI IEAETEAY m/v [584-585]
IR BN S0 g g ()AL EFEPRAG il [364-365,586 ]
PAI-1 WH S uPA AT, B SURE UG (45 W AT RN LR AN A B0 S I [361-363]
WRELZEBIEAL) X uPA MM FETUR(E B L 5 2 RACH 305 b I e R 7 D (] ) [ 364365, 584-
I uPA LSS T B S BRI R R Py 2Pl i 536]
SR AT — 7 A
HYVEHHE D i LA U LA P (PR FRRE Y ELISA J5 I (HATHES; [587-589]
(Cathepsin D) % REHARA A UG M, EHE IR FAE 555 )
ST IR B A (0 L O TS A0 s R
FEIE PR A
p53 AR U M pS3 HHiliE IHC J5ik i as e 7 I (THC) , [590-591]
J& 5p53 HEIH e HE e 5 s S B IR Y T (Z7846)
SR LV SRR 2
IO L g % AT B R TR YT R Al m [591-592]
DNA —ff5k/S 1) PEAGFLIRE UG L5 B RN TP m [593-594 ]
RS I R ek PEAR S AR ep 3Gk [ 62-63 ] 2 —3 R T —A4N i ik [385-389]
[ PRI a1
Oncotype DX™ Bk S5 At (ER B R 2 S SR AYT ARSI UESS PO A S R A 41T TR [391-395]
(ZHERT-PCRAMT) W %o Wrl AT A5 A1 ER B % 4l B G0 5 I PRI Hh— I R A 2 rhu o 3 SRBIEIT Y
Hardirngd UE AP35 12 R AE A T 24 o B
5 EIREY
CAI5-3 ARG TCEEI I G I Wi M AR o7 T AL 38 KT o et U2 897 i m [381,595]
A R KRS T S
W BB IR I RIS  (ELR A (A K - BIF S T IS i [381,595]
PEAE TG, RFTKFER (40: >30 U/L) #R B AR S AE N RN m [596-599 ]
BR27.29 [F] CA15-3 0L, {H A CAL5-3 BF5E) I R I FH , AEL A AR A 25 7K B 5 T 5 ik [600-601 ]
CEA ARG PN G I Wi s AR el i PR L LR A (B R KT 5 T IR S i [377,602-604 ]
CA15-3/BR27. 29
WAL, AR Y CALS-3/BR27.29 KPR KPR FIT, AELJE 0 (8 5 i Ak ST 5 ik S I [377,602-604]
Pix=10]
WAL BUS , RETKCTF IR BUG A R KA R m [596,598,604 ]
TPA ARG TR G H 1 Wi 1 **blﬂ%{llm L, AR AR A 2 7K T il [377,603]
N
W e MBI TR, 24 CA15-3 | BR27.29 B CEA /K e S R , (FR A B A 6 7K [595,603]
SRR T LA BIFSE T UE S
TPS [f] TPA [f] TPA it [605-606 ]
HER-2(shed form) — HIWi s , BUMEEIEYT ALy7 FihZ Bh0ayr g, WAk m-~1v [353,607]
RS W L T BRSPS 7 R e CA15-3 il CEA 4
JRMEAR (HJE 4 CA15-3 . BR27.29 5 CEA /KSF# AT
e F X L N AR 5 B0 2B 2 SR i v HER-2
A RE XTI L Bt 0 2 M BRI
TR M EN
EHElEiE P TG A W WAl 25 7 TS N/V [608-609 ]
PR EBE ( FFAKEFB LR BT R
B R 40 A T LA MIUESCBUS M, )12 I R I [610-612]
Xt HAW TS BT I (E i AR T
ML B PR KBTS AN R B 5 1Ak 2 4% ot I~ [613-614]
4l YI T BOR PUS A ) (ER BUS R AR
859, g — A
RIS EEE I PHETUE PEAG R, AR MR B AT N/V [615-616]
it
706 2 e 4 VEAR TS , Wil s B TRy 7 A, R RAE R AT Y2 N T I PR S B I [226,617-618 ]
BIMEREHLIR IR I T
ERRRY
BRCAI 10 IR 2 JE o 6 1) L s B 0 S8 7 XU 4 FEL T TS PO AT I PR LRI, [324,347,382-
384]
BRCA2 [i] BRCAI TEL T IFSE O HE T I R b L 7 WA [324,347,382

384

ZiWEiE  TPA, SHZ Z IR TPS , ZH S AR M 5 CMF , BRIz , 1P A0S S -0 M 5 THC , Huie
o FIRZ (LOE) 1200 B A R A

L2k 2% RT-PCR , 307 5 52 £ it S5 of
) RO ] BB St AR TG 1T a JE 4 iﬁﬁﬁﬁﬁz“‘g 0],
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FLGAE g b7 &40 . NACB 4t il
A 12 W46 T AR F RAA # SURE B AT E W 04 iR &

B, 73 NACB 35 1 ESUR B AR S e AT B4, T
& 12 7) 6906 R LR A 0 AR S AT i ameh itk

F 12 AL RKA R FURR AR P i I
Fr&w djl ASCO 242243375 ] EGTM!371) EGTM/NACB!15] ESMO!372-373]
ER + PR T2 IR T (4 = 2= 2= 2=
FIWi TS B S AN e, FAR R - -
g FH EyiEniey
HER-2 TOUI-FR SR e S % i 2 = 2= - =
BHIARYT BRI
JI W i 2, FHAB - -
LA
T8 36T I RN g 75 - -
T CMF i Biay7 i 5 7 i - -
T AR Sy Bt ) 4l B b= 2= - -
bEpad A
uPA/PAI-1 i Tl MFYIE keSS b - -
[P ) £ 3 S T
JE A
Oncotype DX test W2 Wi S, WS 25 i - -
WRIT BB R AR
CA15-3/BR27.29 A J5 Wi R 2 7 %5
CA15-3/BR27.29 WP BERIRYT R FERT e Bl (s 2 & B ARG T
B = AT TOI A BEAE I ) USSR
CEA A5 Wi g 2 - %
WP BERIRYT R FERT e Bl P (s 2 - &
= AT e )
BRCA1 BRCA2 S ) LR v AU 2 S SCHK [ 324 ] GHEAE - - -
G B 1 FE PRI 1
— S
|majil E iy 350,374 NCCN[62!] NACB 2008 HEFR TR
ER + PR b ey i) = & = A(XF ER);
B(X}F PR)
FWT TS 2 & I, FELA A B
F¥iiEaas
HER-2 TOUI-FR R e SO ki 22 = & & A
BHIARYT IR
FI W T b= 2 2 FHA B
EY by
iR S adi) AN - - % C
T CMF S B3y i 5 - - w5 o
T A BRI Sy Bl %l B - B AT LAE 2, [/ NCON B
by i) Ry IRt (TR
TR FERE) (5
iR
uPA/PAI-1 e WS - - JE A (ISR
ELISA J7i:
53HT)
Oncotype DX test Tiff & Tl 5 ) AIREXT R WA, R R S O A
WERMTREYERT  HiATTRE
AIFIT RO — Ak
%[622]
CA15-3/BR27.29 A5 Wi sy i A HENT LB RIS C
HUEEIES ks AN
SR AR
A
CA15-3/BR27.29 W MR IR T - - SRR XTI AR C
FIPPAL BRI Y R
CEA AJe W oy - & o
W B VR YT - - J2&, [5] ASCO HI EUSOMA C
BRCA1 BRCA2 e )P g s KU o 2 2 NACB 3 #% CGSCASCO, B

USPSTF #1S Zhnt4
i)‘(@?ﬁﬁ ﬂ[324*35(] ,382-384 ]

AT - ASCO , K[ PR IR Hh 22 s EGTM,, RRYHIRT 7 A5 2H 24 s NACB,, 3 [ I R A AR 2456 s ESMO , BRI IR 27 2% s NCON , 38 [l [/ GR 25 5 JRAE I 46 5 NR,
AR K4 s COSC REAE AT WE IS bb 2 S [ 5177 IR 5 LA 41
s+ HERFHREE (SOR) D200 FLURR R WASHE R MR A LT/ AT AR A AR AR AR A 5 — FOm R WSkttt o
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D 3 R 2 0 2

ASCO EGTM Bk [E 5 I 75 5 A (ESMO) VA B ZJm 4 4
BN GG B R4 A SO PT A A7 T 69 SUAR R B i
AT % R (ER, 4m ER-o) #2 38 % 4k (PR) 9 % 044 m)
(£12), NACB ¥ RALF FiX &2, #%E ER #= PR #)
ERB AT RFTI NI B3NS E T
TREA AW B A, I, ER #= PR 5 L4 B 2B A4 kAL T
FMIRG 1547, Rmn A B H 4 50T B T, 8 & 2k
AT BT, AT e B U IR A AT I R
BB, R T R R R R R AT IR & F W TG, 12
LA SRG LN TUE BT RAR R, TR TR LA
b, B ETxE ER-B #9ml R 3 K 0s R 5 A

HEA7 % ER Fi PR il Jy %

ER(Bp ER-a) #w PR Tl id Aotk 45 &% \ELISA X %% 40
LA F BT X R B A 7 R e 4Bk B R 4 T R 13,
{132 F M2, K 545 ER #= PR AR 49 16 R K38 R R T A
A ( Btk 2 &k Ao ELISA %), {2 — 23738 694045 A9,
B SR A S A M) ER PTR AR 6 16 RAZ 8, £ Sk AL
Fodt] — A RO F R b — R E ARSI R 8
FAM KA, A A ke ER T A4 5
ER #85b , %, 9% 20 2040 2240 PR 6906 SR AL & 438]
5 ER —A2, %95 40 240 5 3540 PR 6930 4% A 0T 1% F fie
TR Ak BT AF 4 R0

FT 13 BESZRASFRIN Ty ik AR Bl s
AL [T ELISA paEitle
0= FEHE FE J5 3 T BRI LA AR A X B
WHEA K SMELS A 2T 6E TCHA PP LA LR S5 K , X SR A
HIE# FLA LR
A B AR SZ R Km (B F B AR 2 A vk Tl RS NANE R AR O
TR T4
REfE RN S ER i, B ER-o Fl ER-B 3 {H I 0 ZHL 1) T LA b e 4t 2 /0
IR Sl S 9 ER (R H2 (L BH 14 Xof BE
e s FEIT TrE KR KA AL g
B AHXFRERT TR
ks B 5t e LR EAL
TR R AR 25 AR 25 5%
T B VKRS (W s R T A R It
fRIRAAT)
AU

ATRE S XS ER AR T -

AW T ELISA | EIB S e W B I ER EIR 52 1K

T+ TR ABSE RS TR IMR S R, SR B IR A UK , B0E AL b i LGRS BE I

W ER A= PR & T A AR B A B MG £ 7 5L B
(do 5 RGME GROIZMB 5 RAEML) ,NACB £ K
L BUE R f 05 AR A 3 % (THC) k#b ] ER £= PR,

B S E R p A S k4] ER Fe PR OB B 9% 200 T U
S BT R S R AR Sk R AR L S A AL AR I A8 K, LR ARGE 2
BT A= TS AE T 5 #AE 69 4K 6,35 ER 424k 6F11 MADb
( % H Novocastra #= 3z [ Newcastle) 234k ID5 (JF % Dako) ,
VA% PR #4k 1A6 ( £ B Novocastra) . PR88 ( 3% | Biogenex)
5&$i[’§:iﬁﬂ‘ 1294( Fx Dako) [336-337,343-345 ] ;/ﬁ-ﬁ:i/‘(?fé}‘)ﬂ‘l ‘1’[5’.
L6 R AT Z AT AR B4R R 2 AR Fa b 69 Y 98 dn e Fe AR L Bt
bR s pp ey 2a st BB R A 5 SRR R R (EQA) it
Q)P kG ST R G MIL T ORI E MR E
PSR ERE LA N ERE—ANAFE TR, WA
— AR AR B B R (KK ER B
(4o:1% ~10% 8 2m Jo A e &) 3 W 53638 7 A R R 4
KR EEBRITIRE RETEREEZZRAEGRBRAR
PRt LR A (de: GG S kA mer) PP
NACB ZLBRE £ RA#W 1. ER 7 PR EATRMAMFUSIHREY  FF
A5 B3 Bl ER F= PR, Al ik 2 % 4K 69 £ 2 R
0 R T A E ST R SR B & [ LOE, 1 ;SOR,A],
L2 TG R T (e B 5 0 . 5B fe bk €4 4 8
Z)MES ERfe PRATH THEHLHILRBEEL &
#F5 [ LOE, I ;SOR,B] ,

HER-2( c-erbB-2)

5 ASCO'* ASCO/CAP™ = NCCN + 1% 44 3L
A8 — 8, NACB % 2040 2 DU BT A #15Wr A 4208 e SUIR 5
89 % F 247 HER-2 A4m (& 12), B 97,4 % HER2 #) £ &
B A TH AT £ R R E T TR IUREE L,
5E M EF AR K, HER2 & T A T H ¥ 7JE, HER2 A
T A HH By A 4Bk T A TR T RS
5-F e (CMF) # 35 85 B AL 77 69 BR[040 1 2 =T )
H B MR AR, HER-2 =T A F 30 Bk F 1 2R 2 49 4% B 1
/Hsﬁ ,ﬂ-/ﬁl:a: CMF ’fhﬁ [243,348-350,352] . a ﬁﬁl‘r‘rﬁi‘}i% éﬁiﬁ-%ﬁ’i
A F A b F HER2, XK@, fif HER2 A T ¥l 4
GBI I SRR & TR A AT
HEA7 i HER-2 K jy ik

2 FF E B K A6 K ) Iy ik Ak A ke ) SUAR Y B HER-2
(4o THC F= FISH P700) | % sk o5 sk 6y 8 5 % 4 £ R
14 [P [354-360] R

*F bk ARG, ASCO/CAP + RUAREL AT 2
B SURE B K e HER-2 w922 &t 4s g™, — s x B 2
#de F : BAT, 29 20% 9 HER-2 4] =T 48 % 7 o #4 64 5 24 )
ZIE g M 7 kB, ILA S Ak 3 &9 THC &, FISH
A TR % W 308 7 89 R A AR AP 5 B 9% At SUIR R 89
AR 24T HER-2 4] 5 5230 £ 400 HER-2 2 5 Lt 3
TEPEIR I LA £ Y 95% 89 — Bk I K R T ik, 42
FAREARAENAL, F S AR AT R, BRA AN LR EIN
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TR e BB R Ao gl Ay kAT Ml

R4 ARG A LRI HER2 J5ERY R A

T PN FISH
=S FAAK VEOF S5 SRAHXT &M, 2 FARuEfk
Jr LRI )2 H AR U2 ik BRI (5 S T P

B PP T, PR AR MR AL
I A i 7 e A S BRI A1

ORI, AT UV EAE 225, Rl —Puikd T

B ZNCI e S PN
I ML (G0 :2 + ) i Bt — i

MHEAR R B 5%
B S A P2 BTG ) (R 900 BAMBE)
A I LU A UL X 23 TR LA R

LG e AU 7 BRI [ 53
BUAERERI AL U] R A REARAT
Br Y i SR T AR e T I RS AN

ms it FISH, 50 B 2652 .
T R B 22 Sk 394300

ASCO/CAP # R4 ZUR T 51 M0 & # & HER-2 3k &,
AT &4k 2 L h HER-2 fabk  THC 2 & 4 3 + ( >30%
BN R 2 Y —WEREE) H AN miek F FISH 14 >
6 4~ HER-2 ¢4 &£ B # W , 3, % FISH rb{& ( HER-2/CEP 17) >
2.2(CEP, &1k 17 64 £ L8444 ). HETF I &4 2L
% HER-2 MPE . THC #4540 % 1 + \F A4 f4z P FISH {4
<4 A~ HER-2 9 A H# W, & # FISH i <1.8, HER-2 7
B, IHC 5 A 2 + (Jo , BA LI &R 35 — R R AR FS,
12 % 0 10% 2 e B B 55 A AR & 48 ) o FISH 7T 5256 B 2 2
% WIEAteg#m F HER-2/CEP17 Y i #1.8 ~2.2 2T
KEFHE N 4.0~6.0, 55 IHC 375 R # 6§ A, 54T
FISH #-m . st FISH % R o8 9 #4 64 4F K, & 3547 & A ) %
¥ mm it 4, NACB % R 40 # Hrix i,

ik FDA 2230 E— 29 A T UM% % 4 HER-2 &)
#4752 #AmiK A & T THC 7 & ( £ B Dako #= Ventana
Medical Systems 2 &) ),2 #F 3% T FISH 3 K ( £ B Ventana
Medical Systems F= Vysis 23] ) , 2 FF THC # 7 % s A7 B 42
F T A W AR08 T e W B SUAR A ok . FISH 4l
T iR RO A A B R M 60 B Rk B4 A P o b At T
FBEHEMFORE , R, X M kL o A T 4FT
B L HE T A SRS o, 2008 4 FDA % —
FrAT A B &R AR (£ B Invitrogen 23] ) 3244 T £
TEHHT, A RALESBETH LRG0 EH, FDA #
AT — R fe i HER-2 A 77 %, A T R 7 A= 35 ) e, 20 SUIR %
% % (% Siemens 23] ) .
NACB ZLSE £ RAZIN 2. HER2 (EARMBBUSIREY T A %
SR B ¥ m b HER-2, #n HER-2 ¢ £ % B &
RRFT A Z LG W 5L % & % [ LOE, [ ;SOR,
Al, HER-2 &ovT i T #% € & T M 2R 2 69 2 B AL 77 F 46 8
#5069 % %[ LOE, I/11;SOR,B] .
uPA fil PAI-1

— g 8000 % % 5UAE B A MR ILES LR K
B, uPA fo PAI-1 Z/R3&4 (AT A E >2) AR RS
(Jo : RARBARC LA M BR D ARBEFZHRKRE) G
BFEY ) R A A E S R, K2 B GTE
¥ v O3 3T R AULAT B8 M 9K 38 ( Chemo N, AF 50) vA B /s $LAE =)
P AT BE P AR 7 64 I % 4 AT 43 B14E 52007 % uPA fe
PAI-l 2 & £ 55U R A e M Ee A3 B -7, @i
1 BAEH B 7043 3] B

B, NACB % R 21A 4 44 uPA Fo PAL-1 T J & &

REZRER TR AT PRAGHCEARE L,
X2 AR G AR BEATI T, B A BEA- AT R AR 69 4Z B R T
FF AT EATR B OPT IR AR 6945 8.0 uPA Fe PALL KR
H BRI B L T B A 00 e M BAK, A f T S T 4
BHEAL ST A R 6g AR R A B K Ao uPA S PAL-1 KR 3R
ST LB AT AT, F 5% B, Chemo
Ny X3 P e s BB R R A & BB R0 IR A
B ,uPA/PATL-1 K -F 45 569 % F AR B AL T PR AR F
HEFF Y uPA il PAT-1 K0 7 i

uPA F= PAI-1 85 # & % A A 2 89 ELISA &, 1% %
ELISA % 2@ it 3% KREP®) | — s 2 EQA 3 %) ¥ 4% 3%
T AT B SUM I 69 TG NACB + R4k A4k R AL
A EFels R £3% 833 342 69 ELISA 3% (4= ; American Diagnos-
tic 28] ) , &K A Triton X-100 ( £ B Sigma Aldrich 23] )
RBUPEAe ™ | 1513 E 502, A T kA ELISA &40
uPA % PAL-l, — 3k e A GG 376569 (do . RAAR R G H P EE)
SUMLIE 228 (> 200 ~300 mg) 5 R f2 40 4R 3 Wi G T i AR A5
ERET

WL ALE % 100 mg P B ARG ARG H AR T uPA
Fa PAL-L #oa] P90 3 A kTR R B 2 ~3 A
EHRS5 ~10 N0 wm 9 FokEIn b A H, AEEERE
R BNE L A2 B AE AR F o e F uPA fe PAL-L &9
REFLF Rk damR-FAARIFMIME, T 5
Ji 4R AL 3 A ) uPA/PAL-L % A 423 )6 R I6GE, B L B AT
RAEFF XA kA T SUM S P X R G 6% A
NACB ZLBREE KA EW 3. uPA 71 PAI-l A FHEFE uPA #
PAI-1 =T ] ko 52 R % -3 7T e A48 Bh AL IT P 3K 5 69k
B2k AP SUIRIE B % . uPA A= PAL-L 4% A #7 8 69 337 8 vk
AT B LSRRI R 2t B E 69 ELISA 3 kit 474
[LOE, I ;SOR,A],
CA15-3/BR27.29

£ % CA15-3 Fo BR27. 29 (4L 4R 4E CA27.29) | & # h 49
AR R (B . MUCL & & ) , 32869 16 K12 6 KM, {2
& ,CA15-3 1k BR27.29 #F5.4% £ 4 72, CA15-3 #2BR27.29
* % it SUBRRAR 38 F R 49 Tk B & R Js Bl a9 1AL,
;ﬁiikg}iju15,242.243,371-3751 . 44;% 70% é{:’ ﬁﬁ#k%%“f’ ’)\{%
CAI5-3 2 BR27.29 R-F I+ & 8 Tl AR A L & #4595 )k, 12
R Z HK TP RIEYE B, AT MR R 1F B L S,
RGN BHEANEGREFTREAREY @, I, AR
Vo R AN A E 206 R & LM G AR E S R m, W EE
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S Z Y 25% 693w, AR ARG R EEE L,

A FRAIER NACB + 54 R & B4 B A TF R4
B 60 Tk B AT ML CAL15-3 (3, BR27.29) 4, &
W, 5 RATRIEES AR S D MEFFREN, £ FiFE
WK E e ah b T8 5 T AR R B e R
R 3 B 5 I R AR AR & K 69 G 3B R JE AT B AR & R
Tt & 6 hmh L AT 008 0T R E AR R e, 2R —
B E A fo BB T A A i it — & ) CA15-3 (3 BR27.29) K
PRI R EEF R, EXAERLT, ZFE 4 ACALSS
(BR27.29) ¢4 sk & iy B A SR B B VB G R A7,

ASCO #= ACCN + £ 434X, CA15-3 (3, BR27.29) R &
SO R S M) BB O B o g7 [HRRTRT RGTM % £
WA SRR E R F EEEANT TR MNFES,
MIZ ST RO EEEVEIA AR 1A

NACB # %42iA 4 ,CA15-3 3% BR27.29 5 %44 3 %6 &
MeE A, TR TR ERIURE B LT, Zdixd
W3t TR RAE e B TRAF S AR By, X EBH2 AELI
B (4. >30% ) BT KRR A L, F 8874k 857
PR Sk BB NIRRT RS T e R, AW, BALE
ARG B b M AR & A A9 2 B 20 8 A 69 76 U7 AR P I B AR
Bt R B3t & 04 U RAF B i NI s R AN

BRI E, hFFEHAKE TR BN —T It
B A — i I & R AR A AT TG 89 6
~12 R T, SRR LGIBREDKTITSE
TRFEERMER ™ . WBAREHKTOFHE -
BRMGEMR Wk TRERBREY HEELRGLE TN,
HE47 0y CA15-3/BR27. 29 ¥l ji ik

FDA & 23t/ T 1% % 7 it CA15-3 F= BR27.29 4 4%,
&,

NACB ZLASE £ R AR 4:CA15-3 F1 BR27.29 F FHEHITL B p A
FBlsmFnar s sh i A SUIR IR 69 e Kk B E A Ae )
RE R A B R/ 4 ,CAL5-3 F= BR27.29 7R mAF & #LAE M
Ko, — B EUR — 2 E A TR A 2 S ien, £ 518
J CA15-3 5 BR27.29 m E A 5 & & W7 /& # < [ LOE,
Il;SOR,B].

CEA

5 CA15-3 #= BR27.29 —#% ,NACB # R 404 R 4 % 2+ 4L
BB o M B ALt CEA, CEA R & 3 2% A & Y5 ml g,
WA B E, AR R TR B F e, & CAIS3/
BR27.29 #3532 443 B Bt , CEA 7 B 7T #3246 A 45 8. 4
H— A SLRR JE AR & 4, CEA 8 40 & M i@ 4 /& T CA15-3/
BR27.29 ,f2% % MUC-1 48 £ 4% & 4 49 /K 4K T l6 AR B,
CREAREA AAZE
HEAF 1Y CEA Kl Jy i

FDA & 23t T 1k % 7 dbft CEA AKX 7 &,

NACB ZLEREE RAEIWN 5:CEA A TR HZL IR RN AR E KNFET
L NS R R, F A e e o Py W WV 2
CEA R pAE A w A, Ko, — L EH AR — L E A T4
Fv BAHGE e 42 % 4 A CEA Bl E AL %58 G #
Z[LOE, I ;SOR,B] .

CEA 5 Y443 R\ kA B A4 4, T A T 3 o 0 SR & &
HEST o R F PR EH R, CEA RE N F S & E
vk Wt & 9m [ LOE, T ;SOR,B]

BRCAI il BRCA2

ARYE IR E R A F AR A (CCSC) % v g, “ BT
BRCAI R % 69 AN ABEAT T3 SURR S A= 97 $L 9% 7% & | 7 BRCA2
REGAABAT IR H 7 &l KA £ T
REAT TR HF R (de SLE IR R IP £k R)
Zisdit—Fagdh X RFRIRELTEG Ak e
B2 A 09 IR TR , TR B IR A IR 5T T RS AR A A
FEIE o FEBHE RO B A 6 AN AR IZ B AR P 8 R Se
B AGAR T, 2 4] 23R M6 R &R GFFR T RIG AR
PORTHE R ES B ELBEE TR EERA,
XA HRAE R E LA LR,

2003 4 ,ASCO ¥ RUAKR AT — X THEHBEAR
i) 4 3 R BORLEA Y L I A XL T LA @ 8
P K E AN 69 1€ B AE A LI PR e 3R AN AR S S
A5 AR B A Al K PR 6 AR PR 4R 4 HCE e B A R K
T AR LRI B A 4 2k ) B e A AT

WIS 8 BE MmN E2005 45 Fg—% TR, 4%
W BRCAI 3% BRCA2 R T3 Bl 4P 6938 97, 56 0 6,36 % Ja
MEL G R RIEASLEF REE TG Lk R A7
FFfesge om” ) NACB # %41 £ # CGSC.ASCO ., £ B
TR MR S TAF 20 Fm 2 ol R 4G B AR 24 038
% JE Y BE DT AR
AL

FE AR R M ) R B AR R E AR
R, £V A 8 AL BTG L T A TN IR E &
BFUE (k™) REZERILOLHAAERGL
B 22 K % IR E M FUS 12 81,

FE— AN FAme s R ) FF R P, van't Veer & P
78 BIF LW A L R U B P A LT 70-4 B AR
i, 3K S K B AR TS A TR T 65 4 ik Ik AR AL AL 04 &
H XEEERRSS Y ARBLARRET, E—Ad 19
1) SURR IR % o LR 09 Ik AR A P BLJR ZARIT A 2 ) EL
o EAER . B T0-R B ARIT G 2R R A iR ah Y 347 3
e, AR W Ao RSN IR GEAT 50 P, AR B AR T 09 TS ¥ v 3k
= FHAGRETE R T,

LA, 1oAY 70-58 B AR T B A2 AE A bk € 45 DAk R 8
TO77 BRI R 0 — 3R AT AT B0 GE L AR £
2B 09 HE LR B AR LA AR AK s Rk 22 A
FOAH B R e & Btk B 2 M UM R B %, R R vk iz 4k
BN AEGROENLT, RFRE 20 RE T H A
NACB ZLASHE & SR A BN 7 38 T R 511 0 386 R % i SR T ) 45 SR

BAT VT A 69 A B R 5] Ay A a6 A R ARGE 3 R LA TR
M % 40475 [ LOE, TII; SOR, B],

Oncotype DX £l

Oncotype DX ( % B Genomic Health 23] ) & — F 4 374
W ey IR SUM R o 0 LR T A AT AL 80 S A R A
Fik(5E, L) L A R RAREI H AR, m R
/A RT-PCR & b 21 AN 69 &34 (16 A5 b AR X &
B L5 ATRA R ) ARSI K B g Rk KT i AR — A
H A (RS), TN ER MM 455 46 Bh B 3 4 3508 7
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W B H R ARSI P BHRET BB B AL
FHFEF KR LE R ER B F )ik S AR P2 RS
HATAE M e 2 B RAMA LIRS B %R B X
Bl4 #5—3 52 | X RIIEF K P RS 4EH & H TG 69
— AR Z M EF, RS 69k RN AR B R — A AR
A A ER 6 T5) 3F RRAR R P AR R Y B AR A
it e B P MK RS FR B BT TG, M AL T4
BhIT Sk A B AL T AP, B RS 5 RAFQ TG A
RN gk AR S R LT R AR LKA
L3 0 4L AT
NACB ZLRRfE & KA 8 Oncotype DX A FHMLER  Onco-
type DX il 5T a4 % 6 B e e 35 5508 7 A bk B 45 B
ER rapeed 852 5 5 R SATM, TG HIFe &5 TR
RS [LOE, 1/11;S0R,A],
Oncotype DX A& 4L ¥ B T TR Mk €& 45 [ H ER Rt & 4k
LA B AL ST (CMF X F Rk Ao 5-F k%) PR &
(e BR R4 5 0 B T 4k YL 3F 5 AR 89 B & AL 77 o
#%#%% %) [LOE,II;SOR,B],

L 37, RS SEEAE Ay 35 AR J7 s X B0 — 3R o3t
TR E Y KB P RS i H P F 60 & F AR

o6 T YRR bR G

Daniel W. Chan, Robert C. Bast Jr, le-Ming Shih, Lori J. Sokoll,

GRS

FEROBRALB AR TER SO R B HERZ
— EEREZHE 159 EEREEA,FEEGEEL
TR A4 204 499 ) 3 4 5e T 4] 124 8605

REHABNUTHNBERSGTBEGAFARE 2
ERBATEPRESRAT , L2 2 REZIFEEEH
— R RER T RAT LU, MR S B A TR
B, ABRL, 4o R P SR AR AT A5 T, AL RO B 4m e
BTRT I 6 B E A EGMETIA 90% , il 48 7T S TR
WP BN R R IAE T BB AR S AR AT B 2
B, 48 T 99 8% F- 4094 7 Fe FRUG 45 3 69 MY B AR S
PR B — , BRI E L,

RAE Ny 9 9 — A AR 6 R R A2 B R &
H LR G VR R A R B | R I n BLE AR R 6 JUAR AR AR
R 09 b5 3 Bl 28 % 00 00 SF LA AP I G R A A %
MR TR, ERMER () R RE LI R AR
B FRa = #3664 (FIGO) A= WHO 6443 5 2L 5 b S it
K BB T T NRAERE B R AR AR S AP
pEE R RRER G LR RUALLRFEF, W
HisREAE T BEARKARNARLALEERF, RBEERE
Fost o R gt R R & 9P AR 69 K34, s R R L
R AW RS R AR I L B RS A, B
F TG I SRR T IR R

B F R AR AT B, AT I R 09 K R AL
(do: R Z BT 04 5 F AR A L4500 T . RIEZ I
s R 32 Fo o F AR 009 %, — ANAEIIP S 8 R 09 BE A Ak
R R ERERESA ] Al B AR E
AR AR A E BB A RS, | AR EAT W

WAE L E L F T ERRE T EREAT., B
MEFERSIFL O EBFETHIBRNLTRERAELS,
B R, ETES SIS A RS BT A
kB 7, f i RS H 0 B0 & 97 ik,

Hivggg b a0 £ FLRARE o 1) T 8

SUIRE RAEAR S 3 A R, 4% ER PR HER-2,
uPA Fo PAL-1, ILAE 5 B A #7455 84 SLAR % & %, o) ER
PR Fo HER-2 & &ty . R AR LA s R L3 S43 3] 7
AL wPA Ao PAL-L 89 4o % k22 16 R L 43 B)
ZAR, £ 20 TN E RS F AR RATEEY
KRB, R X B G AN T R WA RE 28
% EE B PEAC ST 60 kB 45 TR 6 SR B & . B AE, Oncotype
DX # ) A ¥ A T TR 42 2 R B AL 3 B 3808 JT e B 45 TR
M ER AW & H 69 TR, RE ARG L Fo 0 20 5 52 49 %
Fr W A2 i Ak R 42 CALS-3 Fe b dn iF S AR E M6
& RAME % R AT E] | BHFRAEIE 69 I0iE

(B3 RE HHEH, FR A W EF BREN)

Gybrgy Solétormos

TR I 32 A R AR B A 5, AR R T A A A
KB A AT IS SR T8 H BTG, B TR AT A
A7k W T R L R F LG L ROHE G BT AR
R R EE LR E AR, S RREELT
RBP B TR . FRARR A kb 2 9k, T RRY 95 38 7 6ok
WE T ERNBEAE SRR HBRER @R, AT
I AR, 1R IEA P R0 0T B, 5 e F0R WA o)
BRAF %= KRAS R %, FbiR M J& 49 KRAS R E , AR T & WL
ARG B-E R G PTEN R A MSI R %, M AMBEE
B2 E TR R B P IR R (B R fe A 54K
B BT AESEIMERMLEERI M P IR RARE TR L
ApS3 KRBT, AR N R -F R T FTAMRL Y I,

e — W AR BT S 97 80 99 SR AR 80 B AR T — A
AFEE,

AT RERIGH, RNERT AL LEMNBRENY
Tk, BAKET —RH A RGRRE 2R IR EY T
PE PR AL B0 69 Lk Am 5 R4 H 09 F 0], NACB # R
8 2 DR A T A RGEE L b By (B A ENE T ) o

FL i JH 06 59 S0 b o

A IS5\ T BATIF LA R RS2 A TIRR AR
G RF FBATE IR B T BAARE M 0 R BN BB R B
R IEHEE A (LOE) , LOE 34 & 4R IE L 7T SR ib 49
NI ARSI R AER KRB Z T AT E
SR ATE—BNI LW R A 69 AR B4 CAI25 A, &
TR ARENH L TIFERBLIE, FT v NACB + R 485
R F A X A7 & B ATH W A A= Ja]
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15 HHETA] 8O0 MRS
fisgibR A JasiEceid K JEM B LOE! ER PN
CA1252 B AL S RS K 2SN R R FH il [407,411]
AI7 R A ) NN 7S 8| 1,1 (407408 ,411 ,428,
623-627 ]
Her-2/neu TG W0 S BT AR A R PP v [628]
Akt-2 TS LR B k& A% [500]
iR oAUl Al I\ [506-508 ]
HLA-G WAL 0j%:3 \ [629]
TATI ifrsE i Wk Y [480]
CASA i MW, Y9 WF& I\ [473,482-483 ]
TPA fioeg ) Wk v (472473 ]
CEA ez e Wk v [473]
LPA Lol A v,V [474,631]
PAL-1 9 f ik \ [485486,632]
IL-6 T T kA& v (487489
PR (Kallikreins )5 . SIS, Il Wi, 7505 F00 Wk N,V [445-465]
6.7.8.9.10.11.13 14 15
hCGBef T B PEA I, v [491492]
HiT 5 IR 2 1 ( prostasin ) RSl Wk \Y [470]
R (steopontin) fioeg ) k% I,V [468-469 ,633-634 |
HE43 B AP RIS W T LNkl 7 S m, v [635-637]
MLAME = I 9 J P Y 2 4 W% \% [504-505
(MAPK)
B B E R T2 A T Tt Wk \% [638]
1 2(IGFBP-2)
RSF-1 T {0j%:3 \ [512-513]
NAC-1 T i Wk \ [516,518]

U EHRN] LOE ) (1200 | FLpAR A WA TR IR 26 A% 253 16 BHI{E 853 530 FDA ©UAfIA HE4 47 BT 50 SURS R 0 1

0 SR PRI b 24 - NACB 4t

BRI 95 4% &0 % £ (EGTM) "% £ & A E )7
Am]uME WA R B R 5 R R %
(NCCN) ™0 529 g2 iy 47 &% CAI25 4k 4 — 4P 97 £ 55 69 i

FARENIINIEE, o, £ 1994 FE2EE I AR
(NIH) R 2T 2T I LR RS TR Wi A0g 76 2
A xR AR RIS T A 16, AT K
NACB #5-FH & BOA B A& T F 42 B A 4 & 2 35 d i i,

‘L/\ a

F 16 A[E T GRUUN T LE G0 FL5 bR CA125 45 A e b s ) 1 e
- [ PR ] NACB #l EGTM

ik Ei;i?jw EGTM2005[404] ESMO[406] 2002ﬂl (15 NCCN [63]  NIH Panel [408] o NALC(szfOS R
AT (TGN s sl Al ) i 7w - i - 7 & m B
o SAPS N
LRGSR R FL2 o =& = - 2= 2= m B
(SFHE AR )
KNS (Rl BERIE ) - & (R4 2 (R4 2 = REURg s = (U R4z

WG tctk) WG Lotk) WEat)  WELr) /N A
bEpagiaril] - & I 2 & - & /1 A
SR - & 2 2 = 2 = m B
T F - [ 2= = - 2= = 1 A/B
AFHE T - EGTM ; [N g b7 s MU ZH 2 s EMSO « U 5 25 Mg 2 2 s NACB . 2 I PR AE AU RHBe s NCON : 3% [ [ GRER G IR R 4% s NTH .« 5 [ [ 7. TLAE o B 5

BT R ARE;

T AR (LOE) [120) i 723 BE (SOR ) (5200 HLOA B3y WA R IfHA: % A

CA125

1981 4 Bast 5 JA A9 £ ¥ & W95 @ i & OVCA433 %,
o R4 0C125 RALA R S TE AR 2] T CAI2S 4
Ja P AR B R R A K, AT ) By 3R cDNA 31, AN 52
IT CAI2S R 5 F oy " ZAHALLEG 5 T e
4 A CAI125/MUCI6(MUCI6 2 R) , % & a5 F N K34 H
— M6 NREBRGEHEELFIIR,C KRB TRAR —A
PR K 3% L5 B SUBR AR BR AL &,

H A~ CA125 9 %, 9% ) kﬁ‘éiﬂ B OC125 Ak F) o A
F K Fo o], S B e 1983 F 4 S AL B 2K
CA125 4-3 Ml 5% 7 & (CA125 11) N R B AR T 45 R B A

EEFERB AL ML Fo OC 125 34k, CAI25 th 45w 2
AMFFAE B BT S, RERSH AR T A
AHERNE ALRR ] W AR A E & B A 64 0k
¥ WG EE S AT CAL2S ¢l T R EEL—5, kRS
T FMBIM BN TR CAI2S 69 B R4z &,
VAE B Bk 2 B FRAR E 00 BT 3R Bl 7 ik A i) 45 R T sb bk £ 64
RRFARKE, BAT, BT RRAAAMN T R FLERTRE
P, BN T ERE,FESE BN B AR LR EHE L
LU R, TR % B BT 04 AR B S 3K AL BT R
FGARAE Ty ok, R E 5 % U A AT B AL eg CAL25 s ARAd ]
P B a9 # 7 k,
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W BEABEGLIE99% EFE AT CAI25 , CAI25 [[{465%
oA S, T A A 35 KU/L 48 CA125 (CA125 T4l
ERAEY . s Tz F2 85, FEAHAH TR, it
R IR R B AAY 89 45 22 J5 da & CAL25 1 3R B £ 5 3% 20% ~
50% , 3 3E ) Ao T 89 da kodx & Ada Ak R AL
A 2R R %ok A sesh, CAI25 R EAER
T 1% ~2% A 5% & R IR & 28% B A 3 Ja FH AT /&
g AR AR

BAEAE B B S 4 B OF R R B R, ik it AT
CAI25 #9504 &, aeTHE T4 C(1~5d)3x#H -20 C(2
B ~3AR)BMRAESREE -T0 CRPRAE, AR R
T TR A AL T AR R A ke AR
5 pe e M R ik —H, B P B EFERRK, LR
B S B RAR AT 8 T R AL Wi e, CAL25 M & 45 R T
P a8
NACB BREEERAEIN 1:CAL2S MEKRMWBIE 5470 E 5
BAEZBE B S Ly B o ik e Rk 347, A 5% T/
4C(1~5d)3%-20C(28~3AR)BH®RE, %
=70 CKMREA [LOE, KA A ;3R E A ],

%47 NACB + R 48 4= 40 AF % H 4k % F CAI25 #16 Jk
BRI ELET AR 16, BkiE 4 T,

A/ WS

EEA LRI L EG B E P 80% & CAL25 K
FH T3S KU/L b 6k T B8 X E50% ~60% , 1T #
H# 90% , M A= IV I F+ 3 X F 90% 424 CA125 w3k
Hivme RO 5 5 3A &, & TR m CA125 st9p 3 5
YT g SR e 4 7 R 3, NACB % R 48 2 H A AR R 48 47
FARIEHLA T E R Lo NI # £ 290
H, BB A ZAEEIER £ A CAI2S RFEZMER B E
AR ERELZ R TR K, xR aiE
B RARI £ R Rk k6 Ko B it 47 CAL25 A Bk
S AR B T B e 23K 40% & 2 Bkt
AT I TR T e 3R 5

FRAA CEERT IS 5 ik RAH CAI2S 335 0 i
SRR, T L% % 407100 000 49 50 %A E g4k
WAAR T E, P TFRRAL R A 2] 10% , 48 5 4935 87 4 7 0
AL E) 99.7% vA b, iX 2 TF ik 45 4 ik R F CAL2S
S AAB B AR 69 B B L CAL25 &l 2 3% CAI25 B4
Hoin &M BEAM Z  Hw OVXI M-CSF 4 i@ id & g 4
F kAR AW AR EH T B T R4 CAL2S
B TR IRAFE 05 & 97 S 0 B EAE R, A KA 6 AT 08 %
M AL R e B £ B 55 35 B 3 47, 200 000 & oM A% K AL
SEE] 3 AT, 5 A R A F & BRA CAL2S A2 & i
& FRRATHE, ARERA A ¥IE 5 5 R CAI2S5 % 4 I
BEZNEREFFENANRLEEZNAFRELIERG,
NACB BR&EERMAHEE2.CAI25 AFHE T RERG R
75 A CAI25 3:47 7% & [ LOE, Il ;SOR,B], A it 45 1 9p
SHEHEY L HIEFA CAI2S M T EALZEAR F b S
AT RGeS F T Ak 3K % [ LOE, I ;SOR, B .

X I e e dy 5 ) ) ol

BT AT FHem, CAI25 4 & S 2 AL ak

Mo TR R A FR B A6 AR, L L R B2 5 B I Rk da

S TSR] S A B T e kAR A R A & A RATF R Y.
BZM Ak ERRERERBRRTRAT A& CAI2S L4, £3%
,CA125 il 5T bk R 38 £ ( RML) 334& 49 20 220 4% 3R 4,
AR R R RN G WA Y 9 4 B 4 ed ko)
RMI 18,2 % CA125 R E R AL B IME (RS2 H 1, %256
H3) FRAAF 50,1 K3 RERFLERIFHS)FH,F
VA 200 & 250 s AL, RMI Z T 200 % 250 64 & £ %
A G A, ESERAAERTEART T1% ~
T8% 0GB B W Aw T5% ~ 94% 65 4 F o % 2 5 da &
CAI25 RFRFTIOSKU/L A EAN B RHEEEORGE
PFRMAA L 95% 1 ) ST B ATIESE, & R HE CAIRS 4
AER B R B — B AR, AL ER TR E G
4o BAHFANE TN B AL A0 F A T lade, R R
HIRERRTH B AWM IE T AL 69 Kdado, RS AFP
AR CG X B E L6 AFE D KT AR AL B R E TR, X5
AFP hCG 433 4 54 iF 78 494 77 VE A 484 (AL Staging, Risk
Stratification, and Selection of Therapy section p.6)
NACB Bl & E R AR 3:CAI2S BTLANREAR HEHFLA
CAI5S EA B IsA LN B O R THER , LLER T
%,% B 4a4 [ LOE, /IV ;SOR,A]
¥7 25 W

& ] CA125 T Bk 97 R AL 5T 97 2. Bp 4 4 < fik
BRI T EAR R EA R AF M, CAL25 ¢ TEKTFAL 5 57
AKX £ — R 531 LmB G EE ST, 8% 04 B &
CAI125 3% 4 WomlKF 55 3 UG A8 212 ER R #dF
CA125 484 97 2 5 35 4R C4F 3] )32 30 T, {220 CAL25 A &
B4 IF ROPEAE AR R R R ROV da A g B AR
(GCIG) #iX: CAI25 K F bi& 57 7 F M 50% A b, B 4 #
EV28d A H AP e E R ERES A EE
CA125 RFLIREAECE LR HmE L L, XLEREE
B CAI2S AP AEAZGCE EMRAAXEE ERHEZN
B RIER THATHE, ZAREERANERAETW2 AAK
B H AT R HEG 2 ~4 B XA, B SR FERN R
HETEA 2 ~3 A, W m T kRS A -, BT LR
BT (de RN ) 69 B RE R R k. BT B
— &AL 5 E ST, AT 90% vl kR B b, CAI2S K42
¥hERBEREAE T R E AL, T 50 87 T
2 R BB R T AR R AR L CAL2S 94 5, R F 4
SR F A B LA B R T Tuxen FASE 1
# 4 CA125 KT 09 TALE B2 65 JBARN 77 ik 9 4T £ 7+
Fo R BIAMK 8 4 5 K F 09 G it 4l R AR g
9 2238 Tr 2K S IR AE A9 R B AR R T iR mate M
FDA 35 b, #5 85 Y5 ol 97 202 1% 2246 m) CA125 #95% — A~ i,
HiESGRXBELERT, OHEEBEFHMAERSBHTY
OVO05 4, ©4169 B 89 e T4t T4 %06 R 3547, L 1Ak
H& CA125 R LA i K BUE B M 97 8 7% 347 T B 97 2
EHA . Bzl RREd AR LR, LR ERGIE ST
AR A BEEE,
NACB BIEE L RAHETR 4:CAI125 AFrsiam CAI25 =T A T
W7 97 20, AAMEMMAR T EEITH 2 AL AR, &
TRGERZTEIT A 2 ~4 BBRAE, 5 4 1 35 5 BAE ]
FaA2~3 R, ¥l sk RLRis&%m—, %3 CAI2S5 ik
Fo it F7 09 B B RiE A biR4EF k[ LOE, [ /11 ;SOR,A]
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AJi CA125 Jilt : “WHAA TR

FHH R A, CAL25 TR T RERMEE-HIKEEF K
W R IR 58 6 7T Ak, X AL FDA A B & CAI25 4B R g
Yol 3 AReg RE Y b AR AR R AL ST % CAL2S &
T3S KU/LRTTRAEEMNBERERECEFHERT 95%),
FFRHATHSF Y, IR EF R B WAL SRR
AN R R ERBEFRE AL T RS R FTEE
Fo. BRETERERG &, 5 KA CAI25 K&, £5K
REFTRL TR ZAHNE ZEKRE, A CAI2S
Hoim] 47 w3 F R
AR MsE CA125 5L % W

LRt B S AN H) CAI2S RPRFHBTHRELL, 12
LIRE T BE RS CA125 A FAK T 1l RALAL R 48 %6 3
oG He R I B B S

JaFHiy % B 5 N4 (GCIG) 52 vy 13 A& Fria A+ 78 1s A
RIS R AR F AR AR HE T CAI2S K FiE 4
Hriml 4k A AR A a6 A7 AT CAL2S AP A e B4 Ao
F7 )6 CA125 KF 2 k= EHAE LR 2 45 5 i% % e 4m); 3k
ARG CAI2S AF AL EE AR CAI2S KF2 k=
BARMA bR, 2 KRR E VB AL,

R R W 1) B by R T AT e MR R 2 ~4 A Bl —
K, T A K R Fa B 1 R AR AR R A
AL RERTHATREMEAT TARGELF (2
CA125 KFHAGTE T RERFFEPIEBRTELL(PF
AR 2 ~6 A B) T Rit, A K 09 BT W A 4k A
LA AMBATIRBE T FRT Z XA E, & T RA DK
o B STAEAT S — S AR BB, EL B AT R R A VT 48 64 A
K, B FF Ak AL ST 25 2 ST AR R ) T X e 26 4 5t &
FNRRTH K, BT EE A ARG & R ALK
B £ T B BB A T ROk S S TR T R
Mo B, Z&ZAMG CAI2S KTFHEF, £RBITHMITYR
m CA125, K, CAI25 RFTAR-FA&KAL T 4 4% Herk CA125 /K
T2 Tl BOER AT 5 £ 6 SR8 £ 69 T 48, CA125 K- /£
HEALEE N B I LRI S TR L
NACB B ERAMRE 5:CAI2S AT RFERELN * T4
787 CAI25 K-FI- 369 & H 4 A iy ml CAI2S, R4& W%
] 64 Bk ) 2] K ok R PR B, AT OOk A 2 ~4 A M —
R, L5 S )G 32 Hr 2 K A [ e 1A [ LOE, 1 ; SOR,B] .

il

CAI125 AP 42 K37 Fo R JG 4 A A & Z & L0
¥ CAI2S A B ARG T R B ENTREAFEY., AW
KFREACT B AT A2 F CAI25 64 F Mok 538 4% 4 1% 5
8 TRG 45 45, A2 R L HFR P B LA R E R I8 A
CAI125 & Ri E AR TG R B, Mt F R CAI2S &
A& T 65 kU/L 84 2%, K47 CA125 K F % F 65 kU/L 49 &
FBEFLEERERK, L= R %AW H8 637
14124260 g 7 ) CA125 KT, CAL25 8 3 & #4642 =
WHFEHTUEENL, 5XAFMKT20 dAk, FEHET 20
d5EFHEERFERG (28 AATI19 AR 5
3 A BRAALTT JE , & CAI2S KPP EFibE 5 FE2RE
ME, REH—FAARELIHEA L&, G EREN,
FEESTT ¥ CAL25 64 & B fe CAI25 69 A48 2 & Bt 97

BTG 04k TR Fg AR
NACB B8 R AT 6:CAI25 AFHiE K CAI25 K-F £ K
WA ARG A A T 2T & L, DU RS 7 B 1 A )
CA125 ¥E A FUs B F ., CAI2S W9k ER S LR TG R R
[ LOE, I ;SOR,A/B] ,
T B S5 b 4
CARELINELATUANF L TINEEEH KRR
PN AR RAT S RF XL TR RARE NG A R
FRA P S5 05 A 5wy A M 69 A6y A AR B AR B R AR
iR BT W R A T e FA M 347 (do: R R E LT
BERE—HIPELBEEF P E LR ER T,
ORI B i MR BB T 2 R R G B KAk e — A
T AR LS R T REE LR, S
TR A A 4.5.6.7.8.9.10., 11,13 14 F= 15 £2 97 £ S 49
Hrml i TG AR R F AAEBAE e, K
% BRI EIRA AR MR AR 4, EF PR A @ b
KRR Y FR O B B 4 a9 AR 5 00 B
ST BARK R E A BN LT R B 4 KA
BRI EEE M AL R T RN R, CHMR
FOR KA EE S AR [ 15 113097 8 8 % k54
UG HAT L IR MR ER S 49 RA TR BB AE A
HEBHIER&H, I RBAL T RR BB T 3
TIPSR B HE TS £ R R AR A Ao €2 KR
RARJG 0 & % A8 K, # kB 3 8 8 ( KLK8/Neuropsin/
Ovasin) 20 91 o 11142 oy 3k 2 3% 7 9p L8 & % UG R
WA EM . IR B R K K 8 8 B AT A
MR MBERER Y AFPRK LA ERK, 2T E0M
bOMIKBAEES SRR B AR AR E T ME, BKE
AR 6.10 11 RAUTAE A 4 A7 &4, i BT 2 dn i F 4 b
B AR AP S 04 ik AR & g i A MO g —
R TF AR T B A 5 i b IR AR B 4G 25 AT AT 5T
B HOREAEE 6.7 8 A7 10 R S iR P R AF T4 4
Ab b PR KB A B, X KB A TRAET RS R
SRR BRI g 3 A 6 R 5 P B 16 R L.
HHEE @i cDNA M5 5 kR A 97 5 e ey LE L
B%KAIT FHE G (osteopontin) , 3% 4R i & T 4E 4 4 Wi
PR BEANFED Y REARBREERN, THRE
G LRI R P e R A TIPS AT R
P 5 Ao SR 9P S R N B kB IR | RO 9P SR R e
HtedaAtE o &AL, BRI LR B E R RE G K
FREMG, HEORER T, THREGTAN G752
JR B 6 B AR T CA125, 2R M0 ,90% 649 B 57 % BF 7 9%
B BH& GG HTT CAI2S R4 A P 50,
BHRE G TR TR CAI2S 514G 55 —FF 6 KA A 6958 B 3547
WHMZREG @i cDNA 7] K B Ak i, Mok 5 £ 3L T
—FFAR A A 5 B & @ (Prostasin) 4933 A& ik K B, 5 &k —FF
kb R E G A R RAM R T 5 B e,
EWMIRTAERG. MEBAR P4 R T IRE
BREFIFEALR TS, TEREF LFFININRESY
FHAFR 3.7 pg/mL, S EEH 1.5 pe/mL, EHF %L
AR R BT, AT SR E G S CAL25 B4 97 S w9
BBMEH 92% B bk 94% . R T — A AR K
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I AR AR E & Bk RS CAL2S BEA-4 M 4k b — R if
ERRFINBAREDEFER—F R,

ABBIRPUE (TPA)  TPA 2 —H TR E@IL ARG K
FRER BCR 245 % Ik, TPA 89 75 & T4k k5 fm it b ik 2L £ |
CAHREIEERE B FH LM TR R R & F i TPA
KFAZ, ERBRREFFERABIPLZELZEEL P, TPAKTS
FIGOS A £, 33% ~50% 65 1 B 1 H9p £ 5% &%, A&
88% ~96% M IV #4199 £ /% & & . 7F TPA 71 &, 42% ~
79% 5 TPA S+ Z 6997 £/ % TPA £ BN T~ H HIF ¢
R e R AR AR K, R EA Y TPA TAEH 9P £ % &4
R EREY,

BN (LPA) 4 % % 3L LPA & 297 £ 5% & % 69 LK
L EAGE R AR RR A K P KA A E R
DRGSR AN, 5 R R E RS T R A, R
80% # % Ak da FJE E 49 kot o . LPA R P 0 H &, 22
90% 49 1 #99p £55 B & e F LPA sk EH &, 5F A 100% # 1%,
IFe BRI L B K e LPA R E I &, CAI2S 3k & T4
A LPA K-F 894N

Jir I A G IR S IR B ( TATL)  TATL 2 AN9P 258 & 4 A&
P E ARG TATI 89 R IR BT 7] A= £ AL T 5 M
Tk 6 M e & B R AR R 69 ik Ae P TATI
REFZERLTRE CEXEARPEHNBES, LL
R dad A Y & A TATL SR B & T LT 90 8
B AL RARAI LR EL, o TATI K-+ H S 00-F
50 ERGSMEEMK, A—BIKREZT, [ A1
BB TATI 09 S B AL Hh 8%, m M A= IV 29 % &
62% . JUR AKIRIE B AR08 55 H1 ) TATI R 2 — A4
o4 Wl kw6 AR A, B A TATI 3t 5% 8 B 95 09 R M 3R
CA125 4%, fa B2 A 7R ) 50% 64 48 52 e Bz RAK LS 2) 5 e
7 TATI K-F- 48 X BE

MBI (CEA)  CEA 2 —# B RS 40 )R , fe 7 CEA K -F
FEaFRTE R RN G (LI EE), AR
FWARERF S Y RF,CEA R ESF SHRELRR,
— AR A Fe A R R B L i CEA KPR G, A
Ho i 97 S 49 AT B4, CEA 89 SR K 29 & 25% , f CEA F
& 89 BT R4 14% 7 % B ARG 4%, CEA R AR 1E
TR B 6 AR B 4258 CEA £ #5297 £ 8 % F 257497 69
B P AR A .

IR A G LS DL (CASA)  CASA R @it s 5 k&
WAREEE G ) — N RAL LA S A RAR R L R
7 CASA AP & T FH4RE M 2 FA BIAE o b 55 %
Ho CASA KA TEAMMREMG LR, ARBEKRY A
46% ~T3% o RA YRI5 B, CASA £ W5 m] 97 5 o5 i &
— B EGHAATES . Ward FARGE , £ 5 WM B X
F3IN CASA THAR SR G KR e9 1 b SR 33% 42
F 5] 62% , ETFRMIEI 66% 32 5 %) 78% 48] | —mr4 &
B, CASA T4 1k CA125 # % a4/ MRFRAF 8 , fv B 50% 64 4
DB B F AT B CASA e 7 % —F R 2+, K
J& i CASA K- 89 U5 #F 4 AL T CAL125 Ao A4 35 47,
BIERG R R R R A M B A O 48 A K B eg 1L
ﬁ%’;HSM .

ETF A DI T P40 7001 (PAT-1) FZT 7 il Dt 5005 4 400 ) 70)-2

(PAI-2) i R L#kIRIE T 4547 &4 (636 PAL-L 4o
PAT-2) %397 5 % 89 35 b A= UG WA, 2 BT & b R L,
PAI-l BRENEREE DR T KPR ENG LAKFES
BEMWGE R >R E A2 TR — AR £ 6 TG 3 AR,
PAL-l ZE#A Fls R G EF/ 3 BN P EBELZFiE—F 0
R, 0LESERETHXE. 5 CAI2S i, AR,
PAI2 e RP 5 P84 R A CAEmA & — R A AT £ B H TG R
SR UECE oI
FANfr #-6(IL-6) S AMRE, 2P LEEX oF A
AR B F R A TL-61 TL6 55 97 & & a9 B 1k
BN REFRIKSF A A b AL, E AW IL6 T 42 — R
ARG HAFEY ., RIESEEZHN, ARAR KA
IL-6 7K P A 459 69 TUG AR, A2 A R 4% CA125 45
ANGETCHERPERR % FE (hCG) 8% hCC & i I & e =
A R St FAE Sy ek e A R 0 R R R R T SRR AT
A B, 45 hCC SRS FFA LM B AN, &
AR A, doiE A ok % hCG %, 9% BB ( frik B-hCG 4o
B B hCGBef) A I BRI T —ABA H 8 L FHE B &,
BAFUSHILEM T I LRG 5B A0 % ak
hCG E# 0t , ZF A B & 5k 80% 125 fh ik hCC FH &k, &
FABEH 2% MRV ARG R,
AAM ) hCC #9 BH S5 A B EH T5% , 4R hCG I+ 3, A}
LARFAEBES 0%, FIHF,84% o 97 L5 & & T4 ml 2] &
B-hCGRcf ™ | Jk B-hCGRcf Ml & 5 sk itk B A £ 16 K&
HABNRE ) e ABEEM G, RETEFRTXIAFE
Wy R T ARG T ey 2% hCC A LB B T
45 (B-hCG) w9 i Jk 5 A %t 7% 9% 69 0 & A= 5 BT 2 A TR GG . B
Sy — B R B 64 B 5 AL T = & hCG Fo/ 3, B-hCG, M AXH
— N 97 9B A hCG Fo/ 3K, B-hCG, B b, # W fo i
hCG #=/ %, B-hCG F ik B-hCGRcf TR L 4F 4 97 5 44 §f &
et B 4 — AR A ARG F B
Her-2/neu J& 3 B c-erbB-2 ik —#¥5 % G pl85, L A
A B R B, X AR A Her-2/neu, @it A B a
F5 97 LI 09 JUAP A MY B R I Her-2/new B, 297 £ 5%
T H 9% ~38% ) &% pl05 H 3 ,pl05 £ HER-2/neu & & Bt
E RSN R BT R 64 P — A5 A, Her-2/neu S8 3k 4
M RE CAI25 BRAHm xF TEH R BHIFEBEMLR K,
122, dn & P pl05 It & R Ad o, 9% 20 2040 52 A ) B I 58 &
Her-2/neudyit & ik 5 BTG LA K ZH W R 406K
G 2ARE B B F E ploS KFHFHTHE & EA
BE 5 gb 3o A ) sk M) B R K LA AR AL
AKT2 JEP]  AKT2 & B = A% v-aks % R 69 B R & B, AKTS
FEHLEGREAR BT EBRTHEFIRAKRCE., HEL
R - R E G AKT2 , W A K B F A L0 R LA R
(dm A £ 97 £ 9% m e v-Ha-ras = v-sre 22 B ) i@ id A K99 £
2w AR B VLB 3-8k B R R MO E Y L BT R AR, K4
12% ~36% ) 97 £ /& & &, AKT2 K B4k ¥ 3 it B &
KOk e 24 ) ROk SR 9P R P ke 3
AKT2 5 %

HAKT2 ARBEEHTFEBEFREM-FRE, EAR
AR PEREG(MHRNV ) B & F P, % TLA
AKT2 R &5 38 % ¥4 c-erbB-2 —#F AKT2 A B it & ik, T
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ARSI R 25 RENE 9% ( MAPK) 6 &1L
BT AP K AZ T 0 R %, L & LA S B F KRAS e
BRAF 4 R E M EIT K, A S A A LM I ¥ 3 T AL, MAPK
WEHE T HEEG™Y ol s EaEEG,
A BRI RARGE 7 2 40 R K fa e MAPK 551 69
KA 5 W 9P SR TS SR AR 2 D0

1 # (inhibin) inhibin & —# 42 % &, B THALE KA T
B(TGFR) KM R o WHEZAfedrhl Z B A — N a B$
fife BA 3, BB I 3438 i = ALAL K 4 A 0 = AR
FrdEE B WMEIR T A, A A AT FSH 943, 5 CAI2S
AR, AR E G Bkt I I Ao kiR g AR 5, M CAL25 5 8%
W FETRBEARIMCEARRL . B I, o 345 LA b 9
TR, BArd & ELISA F= CAI25 BEAa | 4k K % 3k
A IR S A 95%

Rsf-1 Rsf-1 £IPLE TG RE L RA N A FE ERKF
SREPERARAFRT >N —FHEEKRY R B
1ql3.5 @ M8, Ryf-1 A BEE T SWI/SNF &k E 2 KR
K% ,Rsf-1 & & F= hSNF2h 2% 4 &4k £ 5 &4 RSF( &
A EF) ) e Lk RS AL R hE
%ﬁswj ﬁné%%iﬁléﬁ-[sl()—sl]] . VXﬁiEﬁ%;ﬁﬂf] ,Rsf—] i)tlz] :}f’i"ﬂgﬁu
FEAAXAEFRBEEREERSOLEMA, A R-I ARY
KB EABENRHEEDTY ) R—F S PR TIES
Rsf-1 A B ¥ 38 s+ 4J s R 55 B89 s R & Lo

NAC-1 NAC-1 % B & F BTB/POZ R #%, 5k — s fm o o
QAN AT HRARREHmRL LAY, RiE,

48 ® BTB/POZ & & £ A M 78 F 69 3 4%, 4= BCL-6 49 JLA
BTB/POZ & A 5 Moy X . A EE AKX R 7 54
(SAGE) H A, £ F 44 130 NA B A% KT S
BTB/POZ % B 4 ¥ ,Nakayama 4 A g ¥ &4 & NAC-1 5 it 9%
ﬁ%MWHM%EMJNMH%aﬁ%%%%%ﬁﬁ%
%%%%%Q&ﬁ%% RERE EW“I*NMlﬁ
BEE “F‘#H)E]JLJVF%UV A2 e SR Fe Bt R P
RitF Ak, NAC-1 Rk KT ¢ &&%ﬁ#%giﬁi
JeJRE I S A 7 NAC-1 89 3% S 95 B TR+ ¥ 78 %9 -0 5
& 1T gk A% NAC-1 % B 44k T 346 G 89 % F NAC-1
FORTF—H, L—HREDRES LT ED TP LE S
& AT R AR TS TR .
NACB 97 $ 5% & R4 33 7. 1% CAI25 shwy Etu it g 4 &4
CAI125 7 " AR B AF Hy bk S o A 9P 2 7% s AR JR) 64 o —
A&, BTG IF R IRAT EM T A Tk R I R 0 S R S
RYE 422 LA B AT 695 I AR T o9 B R E R e B HE R
RS s R =3 P 3 — F #F 50 [ LOE, R i€ A ;SOR, B .

iggd s o 00 A 91 SRR v 0 S T 2

NACB # F 283U CA125 447 — 97 B AT &4 16 R &

FAT AT ARAE o HEAR 45 B4R P 25 - R X I 38 A8 75 AT A

W T & €09 S A Sl B R AR RS T A TS S

NACB & Z 2L R A BCHE CAL2S5 454 7 ok o9 i & 3647, Al
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