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PRI iR, RERAR, 29 0.4~0.6/10 77, X
PERIGR T, SIEAFI 2 30 &, Hoh R AT R
TR I B 7 N B B PR R BRI DF (intra—abdominal
DF, TADF ). i ok 5w mvh ok, RREELER
IR B A pAsE X, FR4r T AAT IR, Wl iR
RABHLGRE, FEUNS G R SRR, 2
RS R AT PR RS T K ke 22 |
A G R P B (familial adenomatous
polyposis, FAP) ZJGESH . QI FARLFEH Y
TADF {5 & Ll 41 56 >, Hoeh FAP £ & TADF
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A 5 R R B TR R I AT R S ) (adenomatous
polyposis coli, APC ) By I% S48 5, MM A& 1
IADF 3% 5 CTNNBI SR 574 % P, Wil
1 3 AT B-catenin 7K1 5 IR B4 58, P—catenin
AT S 5 YNERR , B JE I, 40 eyelin-D1 8% c-MYC,
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W B GE— BB IR o A SCEI SR 4K TADF (1
YT BRBEATZRIE, LI Bl PR R U1 figp e — 5
DL R Ak BRI

1 EEEEFELAEETE

5 H E 57 285 4 5 AE M 2% ( National Compre—
hensive Cancer Network, NCCN ) %2 21 /i Jfd 45 rd
(2020 455 1 j) I DF B35 7 2 R 2 2#RHA
BN ( multi-disciplinary team, MDT ) PPAL FAL FR [9]0
XFFFARTTYIER A DF 8 7] R 3BE 15 WL 5 F T
A, AEWLEE P AL IR BR AL 44U B I n] AR A
it g6 B S N AF i SR BUHAB IR YT o X T A TR
BRy B, FRIUBUT . RGUIRIT MWL SE R,
DL B 5 A8 JE RSt Al SR TR WU 1A R AR
KXY P ( Sarcoma Patients EuroNet, SPAEN) 5 Rk
PNFEFEAE 5T AR YT 2414 ( European Organization for
Research and Treatment of Cancer, EORTC ) / %%
LR AR 41 20 (Soft Tissue and Bone Sarcoma
Group, STBSG ) ERYHHH ) S  « 135 fifi 17 W
25, KM CT 5 MRIAS A Mg 0 1~2 48, 0 28 g
TRFFRREBOHIR , MARSERETT, AR IERE, X)
T IADF, EEYGYT [ 04 R RO/ raE B
R ZEH1 % 2§ (non—steroid anti—inflammatory drugs,
NSAIDs ) BCHMERER 259 1, Mgk e ms vl LA
KEOAGRTY (ngnisEtte 225Gy ). AR
BT S AR 1
2 BB

IADF 8% FARM I RZAE K3, RJa b
B KR, T 50% 19 TADF i 2 (45— BLi
] Ae s HE R B A R PETIR , X R EMEA K
B AW S 5 A — 5 LA I R SR 5 7EBE TS
S RE R UL IR 1) A 2 R S R R R T
Hin Bl e A I TR 2% Bl & AT s M HRITG
KU TADF S ] R PR T AP 3gs . R
BEDT W — R 22 A R SR, WS s AUAT 44%
1) 85 T EE I 7 By T Y T
F RS R DR, HAR KT AR S R BUE &
A BIEIR A N R S R EIET . RS T,
S OIS AN I O B 1 0 381 )5 O 46 AR
BahyT o R X R R S T B R
A D R MBS g 1) S 2 i BT S AN EL,
AT L AR W I e Bt 5 O NCCN FE R
e - X T HIBRIZ W B, PRI AR B L2
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ETE, WMEREFRIZWIAEE 1~3 4F 4 3~6 1~ H it
5 LU R AE | IR KA FAR A AR
PR BE A 6~12 A H AT 1 kB . FIFERE
KA FNE [ R 98 20 4L S R i Jeg 7 R L 4UR B I
ST 5697 U HEREXT T JCAE IR DF B 5 SR
BETT LSS, R CT 8% MRI A2 dEAT R0, 12 Wy
B2 AR LK, ZES R34
FWEI 1k, 26 2~5 AERRRARE NI 1 K, LU
AEHEATREDT
3 FARiEIT

WE A AR I P DIBR AR AE N TADF AR ifEiR Y7 72,
SR, T IADF i A K i, ik
% i B VIR Y R 2 S EE AR B T Re b
B, XA PR K BB rp R AR B W A
AN FERFF R F AR R GRS ALE TADF 697 T i
HAFTEAL . — T 67 B8 T RIS TADF
BEMTRER, 41601 (24%) RJGHIE %,
Hrb 10 il FAP 835, $&REA FAP (1Y DF B35
RIS R AR R THCLPE DF g . dbath A
BEBEt X} 16 4] IADF #E47 [mUEPERFSE, Hoep 11 6
ez FARUIBR (1 4#184E RO VIBR AR, 10 #1°4 RO
PIBRA ) 5 455 W REGB VIR AR R 1 #l 8 H =
%, FIA 10 BIR B RO VIBE A B R ¥R E &
R TFARYGARE S E KA Y T H Al — s
Wi Ny, BB PEIEBE DF BB LI T A, W
R Z2 BB RE AR B I P 45 . TADF % % =
N ZBEMIKE RS, FARTGEYIBRKE /Mo
s RN, T ARME B K HLME DL SR AT B 1
FARUZ, REEER%ER, Nadimiaz, v
REFEC S AL TR, JLHEX T FAP &, T
W DT ML E AT, AFE BT R O T A 2%
EFA, MR KR WA HE w2 e A,
DRI AS S ISR JC AR 1 B R TR Y — g ]
JEsPE A 9 LA TR 3 2k PR i 2k FEAE DF (CHirp
IADF 46 5] ) &) 5 4 Toit B A A7 ( progression
free survival, PFS) F & IHME T RIS I AN
RIGRME LR D AT RBIAMEIZiy Ky
Ik 3 PRl BT 3 350 1) 2 B 4 2 T B R A 4 7 R ) R
HIUG . [FRE, 75 B 0 — 350 R B 43 M i 5
BB I Z0 DF #3105 B A (1 5
mi LTSRS A R, NCON fe ity " Xt
Frl Yl DF (6145 TADF ) S8 KRBT AR e g
S, HRR TR i E 2 AR
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9 RO VIBRA, R1VIBRARE L. 4%, Wil T
AIGTT LM 255 I RE , JF H S HAh IR U0
AN ST I Wik wl Jo R &2 A i, R T ARV BRATS
RIE— DAL EF A, 5 FAP M
AR A, BURYE DF IRBIAR IS &2 &R,

4 BREIBTT
4.1 NSAIDs ;&7

NSAIDs Ul ¥4 4 & B -2 (cyclooxygenase—2,
COX=2) HIFIIGEST DF BALHESA TR, R BA
WF5E, COX=2 Ml Y7 DF AL ] fE £ 45 LA
T2 (1) COX=2 7 g i PR 855 v e o 36
ik, TSI i M AT AR A2 4 P (platelet—derived
growth factor, PDGF ) FRIRYEAN, il b e 1 A A
B (2) Mg A = Ak P RTSIBR R, AT AR
3R AR T B A0 L P B D 2 DR R T 4 L AR
FI4NMI A 2% . NSAIDs REMEI TSR Z A& L, JIF
HHA WA R AR T, 00 A A A A R
2 2% LA Sk 553 g A S i S e A R VE AT 48
MR AE R 5 NSAIDs 25 W4 45 4F bR iR 1 26 0%
RS . —T L ISR ST 134 9] DF 3%
( H:rP TADF 43 5] ; £ FAP 41 64 ], B & PE4H 69 1] )
BTHEPARIR (300 mg/d ) 1A R o Ml i 25 32 1A 3
W (S oF . FEIE Y ST HET K F ), 85.1%
() R FERE DT (P-4 RETTI RN 6.3 4F ) A
BHERE, fF FAP 41 50Uk M4 i B il e L g,
LR TG4 X (85.9% vs 84.3%, P=0.81) ¥,
AHETE BN, 2 6 o 6 2 i A& R S8R
ARMERE K TADF f8 35 K B NSATDs 10 i 22 fiff 4
Ji L FE 36 AN H A Bl U7 I [A] 213k B FUE (stable
disease, SD) [1610
4.2 MEEMERAWIETT

DF KR i S MM E AL, DFRAES N
HMBHE R IR B IMG, Hirk Tatk, 2458
W01 R 3 v LB A A IRk 2 2 1 D R 4 25
S0 i 93 714 A P9 R0 BRAE ] T — a5 i AR AT
FAL R KIS KBRS MER R, 925 DF M
LR - i e A= 1L BRAT ROWT 58 3R 08 ML R 2 4K
o 7EJLF- T4 DF Ji 6 i 2 B, i MR 2 4k B
e — R TP R, s R, dnsR
DF (fuf5 IADF) & IR, nl 25 [B Al T
WME Y, WS F T ECR IS, £5 CoX-2
IR R G S A R — 225, B
AN, AR T R E G RRAT P RSP R
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T A R [ R E  E Bos R PY ER
RN ] PR IR /N A A A JR A T E R R 45 A IR Bk
BT A B B D (AN Sk #ER B A aliE
DF ) H35 0] DAk g3, — 2R 4 il fth 2825 (20~
80 mg/d ) FIHGHT KIS (60~180 mg/d ) ; ik R ib
SR AGH F e, L BB R IR T 6 4
H G B R PY ATIETERT I B, b s
25 Bmg/ (kg-d) ] BAEFMR [3mg/ (kg-d) ]
1B IT 59 6] DF ( H A TADF 10 7] ), A %R N
8%, 2 4F PFS %3k 36%"" . —IWFFERT 44 (4 E
ARECH B e i DF ( Horp TADF 5 4] ) R HCHG B
KIF697 (180 mg/d), 25% ik ¥4y 2% it ( partial
remission, PR ), 65% ik SD, 10% H} ¥1 %2 %5 13 i@
( progressive disease, PD ) PBRT, KA A
BEE IR B AN BRI A 4 B LA b R P R
MBI, IR T EAE L 2 S 0l £ M 1T I - P RS 1Y
RS o o — ool 98 2 32 AR 0 49 90 T I 2R B BIE
SEREXT DF AL (75% ) I BB B 25 ¢
(R B RE > WS rh Hh BE B 114 H 3 T DA%
B EIGIT IS NSAIDs B . NCCN #5 g #e
7 1S T A R B R A B T SR B NSAIDs |
B 25 AR IF . EPARIREK & fh 5 ¥ 2R YR
7, ifii EORTC"™ 1Ay NSAIDs B4 P M 21457
TR R, X TAREIR M DF BE IFAHERE M .
Pk, R B NSAIDs Bt AP0 ME R 2 3R 97 A 5E R 1
TADF f 3 BT 80 T Bk — 2 B0k
43 HEEHELEHLYETT

XA ER L TR TR DD R R PR R Y
IADF, R X5 B ZR A1 NSAIDs 3697 oA
fby7 R—F A EERE . BAT DF M7 r %
FERES BRI NGIT . R EE S LE T
AR HCHH 20 4 B B 1 A/ K R i T /N i 4
J7, WEEBAT >40 N AMEYT, BE 1K,
FRLk 12~18 N H 0 22 ik 238 TN o 423 1) 3 43 il)
K 40% F1 60%. [F] I 7E PPk %% 7 2 1Y DF 83
s B E TR L I — T I A
A BE PR B 9% % 1 R 1k A DF B3 (19% A TADF
BE ) RECH Z B (30 mg/m®) BEA K F W
(6 mg/m2 ), 2 JH 1V IR T & [26]o g A B,
Wi T IR B R, 5 4F PFS ik 80%, I HILH
JE 5 SN B R B/, A U 5 G2 a8 B AR 7 %
ST B R R, X 2T G2 A R R O A
Tio — T mIEPERFFE & B, BEJE 0 IR K B Bl 2.2
(60~90 mg/m” K 90 mg [F 7 7 & ) Jr FXF T 1 1]
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HEJEYE DF BB E N R AL A2 R &, 1
4F PFS ik 78% 77, T H KM I EBAE TADF
BAE P RR THSNIT, ZRLERABFR
W) 2 E A FAP 9 TADF WA W1 & 0997 . BF
FER R, T B HOMER R IE T JC R N A FAP 1Y
IADF R R ZFE A (K 4 mg/m®) BiAAF
ELE (AR 150 mg/m® ) JAIT (55 1~4 KFpLfii:,
B4 FEE 1R) =4 AN, RIGHEZZIEEE
(10 mg/m®) P BIEIT, 7 018 & B 1E G R 8
152 AT W B BRI, B 3 3 Bk B 5E 2 R
Hi{3; PFS A 74.0 0 H |, it B LI 320k R Ar,
RHGE 5IBIFHEIET: P 2R EE
7 AT R DR R, DR A R EMA R L
TIEARER SRR Z R LR BT DFIRYT . AR
124 DF BERHAR L LR LE (50 mg/m’,
B 28 K 1K) i97, Ho 2 IR B pg 5357 fe ik
JEH) TADF 5 #F 14 A H WBETTI R, 3% 2 B3 H
kR, (HACHARIRE, TEE—LRIERL
WAk 22 22 He R A TADF H 754 W S Al ey v
IAFEAMRER, & UMbERH T 1ADF () =4 fbyr
AHEA R M, — T [l B AT ST ARE 3 BIEE FAP Y
IADF 3, BRAESEAT VD RIS R R b b7
B, B2 PR, 455 1 ik SD,
2 ik PR, A TADF () 4k 05 %8 bl 2% &3 v
flr "Y', NCCN 6/ "' 55 EORTC" HfE#E4E MDT
A48 T TR 2 2 R SR T 5 . s
PRA KA / KR G = TP R AR ik
ZR RS T AR DF, HEARMTFHCE
5 T A PR A 9% 96 o — 0 [l Jo3L P fF 9 4R R T A
ROT 223697 W 3 B R 2 2 DRJRE ()7 3 R 2 4
J IR ST AT MR L2 BB T SR T BRI A SR
TR E L N RS AT A2 Y, Rk S A
MTE TADF H 7 st A ik — R R .
4.4 $BEIETT

HETWF5E on, BT DF RS0 [0 259 & 5 2
22 W 37 A T A TR B A ) R (tyrosine kinase
inhibitor, TKI), fufffft5EJe . KA AEJE . Mams
e FgF e e ss B, s BT DF o R s
1) 52 VR i S IR VA Il R HEVE . o, PR e 2
%51 AN TIAYT DF (9 TKL, — 35 11 91 RO 5% 4
S e (800 mg/d) AYT 19 Bl FARIF A
BT RN DF B, Hrp 12 424 IADF (8
PEFAP), % 25% 1) IADF 3873 PR, Fi& PR Y
FREE )34 >1.5 45, o 1 65 0 % 0L B g 4 L g
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] >3 4F 5 $E/R B R XF TADF A — & W Ik KT
B P ST PR 7 051 R AT G R BN AT
VA 2 A K KIT £ik, i RESA TR
7KF- PDGFR-B # ik, {H PDGFR-B fl KIT A %1k
SR DERITROICK 5 RNt & B 16 6 (84% ) ¥
K Wnt 18 8% (APC 8 CTNNBI ) )98 7%, X100,
Wnt 3 % 5848 55 07 I 8% e i1 TR S5 02 =22 [ .0 A5 A
Kotk — I TG R 56K 87 451 (30 524 TADF )
52RO F ARV BR s 75 R TR DF B
BEALA AR PAE IR T AR R4, TS 2R
FrEJE 400 mg/d, 259 IR 2 4F PFS R IER P IE
JEHA e (81% vs 36% ), %5 WLZE iR 2R 15 5
M3 (33% vs 20% ), BB U e 0 RS LU T
W (129% vs 63% ) "2, (EWF5EEZ W4 5047, A
IR PR JEXT IADF & 3545 I R 7 2% s e ik — 25 F
FEUE B 3 [ R T I /NG T R R T IR R
MY RA 0 JE I R B HY M RS FE G I DF 97
B, RBUMAMEI R4 6 A~ A AR B L T
BAAIT A (83.7% vs 45.0% ), F&75 MFme iy JE 78
PEATPE DF % o A I RIS 2 P bk Je iy
S RAEAR AL, HRAAR R A AT FH SR
Y PEB AT, WAMRNAJE AT B — A U R
LAt B 15 245 4 A0 B 1] Notch 15 538 8% 19 y 43 W5 i
PR IZ T TADF (93697 . — 3 1T PR AT
Hi 17 5] DF g% (4 > IADF, 15 #9145 CTNNBI
o APC L PR W) (R 40 I a8 5 I R 8 A8 ) fEF 3
252 4 FOIR YT TCR G B0 42 32 v 3 W 10 4l )
PF-03084014 4 J7, 29% ik %] PR, 65% ik SD,
IFH A KA 3 HRIGRA RFH, 2wy o0 i
AR DF B — & Wil RGP (L%
FIF A RO AT WA 0, WA XA
APC 5% CTNNBI 275 BRZ YT s 22 5%, LR 2
PE— 2 WFGE y 43 AP0 57 6 F TADF J2& A 975K,
PLRTT 805 SRR A BTG R o
5 M 9T

X AR R GG T A A5 R UE By 8 AT R UL
I7o R T IR HOTE S R e R kA, SRR
RE AR ROT . AT H8 H, HUT i
BFIESR 50~56 Gy, 43k 2 Gy/ vk P YRR, fE
PEZTOTHY DF B, 5 AR 10 4ERY R B il R
I3 H1R 71% F1 69%, {HFTA 40 AR DF B3 3470
fE A T BT B T IADF SR AT
HFRL S RS . BRI B, U7 G
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BRFRE (20%~40% ), LT AH G R ™ & 9 &
KARE, AR, AR . S g g
5 R TADF BB Ao B 8 oy B8

6 NEERE

IADF J&—FP 0, ImIK EIFAZ L, RZ
Il PR = I 7512 Wi 2 ) B0 e B AR A TE F R VIBR, £
BEREFARITHOIAME, RIGELEFE, HILE
MDT JA 97 BT 255 1AL, AR 38 i g A= < i e |
Jifrggg 10 fur 1T &0 A 0 AE R BE S LW LR AR YT OR
AR R R, BEVTEE N T IATE 28K IADF B
AIVESh e, HE IR B S 0 I DA i R ko 5 s ke
TGO PR R GRTT . FARMBUT S, WA
HRIRIT R R, RRERAERGIRIT TS M I
f%ﬁcuz MP@%&kanmkim%m
AEHE, T B — L IR AL ST S B T A A
é%?éfﬁamo
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