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[ R kG R I (Pseudomyxoma peritonei: PMP) I, M % U < IXINELFRNE TS 2> O JEI5 Al e 23 1%
FEIC R EBICEB L, 200 0MEN OIS E Y —RWE P IERENIC TR LAk~ 720E
REETHHERATH S, FIERIT 100 HAIC 1-2 AKELIEFICHRERTH 5, FEZAAITH
e S SR L YRR 2 B D 7 v — T 12531 F B AL, Ronnett 513 Disseminated peritoneal
adenomucinosis (DPAM) . Peritoneal mucinous carcinomatosis (PMCA) . Peritoneal mucinous
carcinomatosis with intermediate or “discordant” feature (PMCA-I/D)? 3 1@ Y 2433 L7z, DPAM /X
KBS PMCA L@ B %77 L, PMCA-I/D X DPAM & PMCA ZMETE L TV A IRRE L E S
ENTWD, Lhb DPAM O 54477513 68%, PMCA 1% 3%, PMCA-I/D X 21% & | 733 & T#%
B L T, TR, SEalERUIBRTIT (cytoreductive surgery: CRS) & BEIZEN ICIELEEHL N A &
¥ 5.9 % hyperthermic intraperitoneal chemotherapy(HIPEC) . early postoperative intraperitoneal
chemotherapy(EPIC) & W 5 JEI T ARG AL A EIE D EATER OB L 0 PR AES -, L
72U CRS IS RATREZRIER, FEHE & 0 IR FIREGI O PHEITI AR T, B RIGRIERENLETH
Do

PMP D 4y-F/EW) PRI L LT, KRAS 25 & GNAS B R SHE S TWD A, PMP [FER]
Bosbia . ZOFAE R A T = X WIS ST, REFSEIE. PMP O %84 - i
JEDOA TN = AL ZHENTT DI EI2LD BATED PMP IZHT 2B 7 RIBRIE DR, A
AX2—=N—DRAZEIZEMT DI L2 HIE LTV,
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18 Bl HAN PMP JER 2 %75 & LT, 50 23 ABIHEREIG 7 672 5 \in -/ Sr L& W=7
YN A= AEAT o, MRRTFHI7R 537 TlE DPAM 10 5], PMCAS8 T, PMCA-I/D
X722 o dz, F72 pdb3 DREMMGEAEITV, Z /3T LYV DORBUZ DOV T bl L7z,
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18 JEFIH 17 HC 35 EOMMINZE R ZFE Lz, &b mEEEICERNRD b8BT
KRAS T 18 JEfIH 14 {51 (77.8%). ¥ki% GNAS T 18 i+ 8 {5 (44.4%). %\ T TP53 7% 4 i
(22.2%) . SMAD4 %% 3 i (16.7%). %% 7% AKT1, NRAS, PIK3CA, PDGFRA, RET, VHL O4%
164 (5.6%) > Tdh-7-, KRAS ZEH|L, DPAM 10 SEFIH 8 i (80%). PMCA 8 JEfH 6 41
(75%) TdH -7, GNAS IZ-2\ T ¢, DPAM 10 JiEfsl o1 5 1] (50%) , PMCAS8 JiEfil+ 3 4] (37.5%)
\CERAGRO T, TP53 (X, DPAM (ZIFZE R AR H T, PMCAB JERHIH 3 5l (37.5%) T AR
¥7-, PIK3CA, AKT1, PDGFRA @ B4 13\ 41 PMCA 1 519> CTE 72 2 EHITH - 7=, DPAM
[IIERE DL DT BRI D DIEFNL4 T TP53 OG- BE N2 0o T=, P53 Okt
FYAAOFERIL, TPS3 DBIETREDH 2D 3 HIDOHT, EEMILOENIZ pb3 & > /37 H DR
WEEEROT,
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AWFFETIE, KRAS R A 77.8%IZ58, 2V E TDO L Ot (58-94%) & 1ZIEFRIEFETH -7,
DPAM 10 JEf] ' 8 ] (80%). PMCAB8 JEfH 6 1] (75%) & 2 Ff CARMEL ICH EALZEO R ->
77

GNAS Z5 L1 44.4%\258% . A4 £ TOHED 37.5-45.7% L IZIFRIGEOHE CThH -T2, Fox Ofif
HrCix DPAM 10 JEfH 5 5] (50%), PMCAS8 JiEfH 3 f5i (37.5%) T DPAM, PMCA & 12 GNAS
BRARD, 2 BEECHE OB ZIT oo, ZORERIL. GNAS Z 573 DPAM + PMCA i fif
DPMPIZELTWAZ EEZRLTVD,

Fex OffHTCIEL, PMCAS Bl 3JEFIC TP53 A H 2787223, DPAM 10 FllZIT78 %D H A7z )
ST, REYTY, TPS3 BHRAH T2 3IEFIDA T, BEWNIZ pb3 OEMERDT-, b D
FEFIT TP53 DEFE 2 PMP OEMALIZE G325 2 L 2R L T\ D, E-MyEyfaco TP53
DERD, PMP BYALDO A, F~—h— L LTHDTHD Z EE2RBEL TN D,

PIK3CA & AKT1 Z#(X PMCA OA TR b, ZiLbDBIGFICERDH ZIEFIL, TP53
EREBOIRD -T2, ZOFEIL, PISK-AKT pathway DOiEMALIL PMP OBEMALIZEE S L CTWv5
ZEERBELTND,
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AHFFEDOFE R, RAS family {5+ D EE & GNAS Ein+ DR 72 PMP [Z35@ LTS5+ 5 =
EEBHS MM LT, £72 TP53 & PI3K-AKT pathway (2 BHi#E 3~ 2 i s D ZEF 25 PMP OFRi#% 00
TREEMERIZBE 595 L W) T ERRBE NI, LD DOFERIZ. PMP OFEAE - R A =X A
RS ETHEHTHY . S%OIBFIERESNA A~ — I —DOMFHI &L D & HIfF
SNnd,
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Sadanandam © % 1290 1D K543 A(CRC) P gene expression profile 77— 4 % H &2 LT 6 DD
subclass. 1) goblet-like 2) enterocyte 3) stem-like 4) inflammatory 5) transit-amplifying (TA) &, 6)Z i
DS ERE LTe, S BIEGIL, o 5 SO s —7 L LET, #Hiiz/e 4 S0 subtype,
consensus molecular subtypes (CMS) 1~4 Z &g L7z,

PMP O U5 a2 JH -~ 5 72012, Pk L 7= s sl b 2 Y 12 & % CK (Cytokeratin) 7 <2,
CK (Cytokeratin) 20, CDX-2 M % /N7 BEHBUFHT AT T E 72, MITKHKPEAEIZBET 5 ¥
YRVEThHD MUC2 DFRBLEFABZHEME SN TWD, L LINDLSDZ X7 BREH
[ZOWTOHE T2, AWFJEIE, Sadanandam & OFHERE L 7= subclass (255X | PMP DR
RFE D AT =R LEA LT H 2 LIk 0, EIAMED PMP IR 2872 7 16D
FAFECNA I~ —H—DFAREICERT 222 HNE LTS,

< FiE>

TERFEMERERE - BB ERE A S o3 17 0D PMP SER] & . 20 $1> CRC SEB] &2 x4 & LT, TFF3
& SLC26A3 % AW Tl B et 24T o 7=, QiR L Ye@ififE R a7 — |2k v # %
I REEFAL L. PMP O b DR A B 5 M LT,
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TFF3 {25V T CRC TiL 20 %7 3 5] (score 3: 1 A, score 5: 2 N) CHRIBMLETHH-T-, —F
PMP 17 50 16 #1 (score3:5 A. scored:3 A. score5:8 N) CHIAZFRD-(94.1%), Z OFEFRIT.
PMP TIZAEIC TRR3 GMEREGIR 2 & 3 LT,

SLC26A3 (22T, CRC TiX 20 ffilH 4 JiEf (score 2: 4 N) THELZFLD(20%), PMP TlX
17 JEBI 1 4 5] (score 2:4 N)TIHHLABDT= (23.5%), SLC26A3 DEMEMEE X CRC & PMP BT
BRELEBDIRDST,

DPAM & PMCA [T TFF3 35 X O SLC26A3 D3O Ll %17 - 7=, TFF3 M3 Bli%, DPAM
9 fijf 8 B TREME T, PMCA I 8 SERIAFIIZ I T TFF3 BT 2 #ERH CHE ZITFR O 205
72, SLC26A3 (2D T, DPAM 9 JERIH 1 4(11.1%) THH#PET, PMCA Tix 8 fEfH 3 #ilT
(37.5%)5METd > 7=, DPAM & PMCA [#]C SLC26A3 ODRBUCH B AZRDRMNoT-H DD,
PMCA TEGMERD mMEM 25860 72,
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TFF3 O BLL PMP @ 1 4l % Br < 2F1 TRt T, PMP 23 goblet cell DRz H LT\ 5 2 &
DRENTZ, ZDZ &1 PMP 23 goblet cell (243b4 2 M S EmE L L7z, BEEAN2S goblet
cell ~MEFEEINTZDD 2 ORREMNH DL EEZ BN D,



SLC26A3 DHEHLUZ DV TIX, PMP @ 4 ] (23.5%) THILAZFE . PMP Tl enterocyte &
goblet cell DT J5 DBIR T3 B2 BT HIEENTFET 5 Z LB LnE /572, DPAM &
PMCA I CHlE L7z & Z A, FAEZEITARVD PMCA IZB W TR ER D & WMEIANC B o 72,
goblet cell & enterocyte D iti ;7 ~D 53t Z 779 PMP DA, LR & AHE 92 Al Rerk 23 g
I,
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PMP X goblet cell i3k, & 7= IFMEEAINEAY goblet cell ~/MEFFE SN TND Z EAURE S
72. F7- goblet cell & enterocyte Dili 7 DPEE Z AT 5 PMP M ET 5 Z E BB B MNIT/e o7z,
IS DOFERIL, PMP OF4 « b A B = XL EBFET S ETHMATH Y . A% ONFREMRIA
NA F =N —DBFHI b ELOH D L HIfFE LD,



