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Colorectal Carcinogenesis: Microsatellite Instable Tumors are Different
from Tumors with Chromosomal Instability (Vogelstein’s model)

Dr. Mari Mino (=% EH)
(Gastrointestinal Pathology Service, Massachusetts General Hospital, Boston, U.S.A)

APC, K-ras, p53 7% & DBEEFICHK T > 72 Z1{LH
stepwiselC B9 % T LI K O KIGARIED 5 KGN
Dprogression (adenoma-carcinoma sequence) 7 it
C % & 3 %Vogelstein modelld, familial adenomatous
polyposis (FAP) ¥5 X U sporadic I 549 % K5 i
DFRBETIVE LTILSZITFANLNT WS, —7,
hereditary non-polyposis colorectal cancer (HNPCC)
DEFICHET 5 K Tld, hMLHIS°hMSH27%% & D
mismatch repair gene® % ¥ & microsatellite instability
(MSD ZH e 32 ENHLLIRD, KiFOFE
L — NIV L DT EVWEEZONS LS IEo T,

MSIIZHNPCC721} T 7% < sporadic’x KfiGaic & &
5N TW%. MSIIC B9 % International Guideline (NCI,
1997) Ti&, 5{fD~— 7% —7%PCR-basedlc ik L 7ziH
B& ¢ LICMSIODIRAE# high frequency (MSI-H) |, low
frequency (MSI-L) , microsatellite stable (MSS) 1Z 775
LTW5. & TIEhMLHI°hMSH2 % > 78 7 15t g
LUk O TREREZTTY, TNEOFR MmO
KICK > TEMSFHOIREZ FHITE S X 51> T
Ttz KB D15% FBEEAMSIEH, 580 D85% A MSI-
L/MSSZE9 % LGN TW5. MSIZ 29 % K
Ji Tl Vogelstein modelic B8 U 728 (2 b O %
MMV —75, TGF B RII, IGF2R, BAX, E2F-4, CDX-27%
EDBMLTEEMREEN TN S.

MSlz 59 % K O MR B 2R & LT,
icz <, GHEERICZNC RTINS,
Tz, RELHARAAICIE, ok, RSBk D5,
FEREE DS IR, RN Y BRI, Crohn-
like reaction, FHIRIREEDHEMNMEL, MHHEIGD ZHEIE
BREDEMNDNTNS. X 5iciHx, MSFHREE
& Fluorouracil-based adjuvant chemotherapy!c %f 9~ %
[ ISIMSEL/MSS K i & 72 % £ 5 Mt b A 5
N, MSFHAWEDORS RIS IGEDOB AN D EHETH
ZAREMEMN T & 2.

Vogelstein modellC 353F % K #E Dprecursor lesion

lZconventionalZZ KIGHRIETH 2 L EZ 5N TV S D,
i, MSIFHA 59 Dprecursor lesion & U T “serrated
polyp” M EH XTI UH TS, serrated polyp &, 1
SEL T3 RO OIS 2 29 2R —7
WE DI CH 5. HEbk IR 2R & 3 5 K FE
M9 25 D {2 (3 hyperplastic polyp T3 % /Y, Longacre
and Fenoglio-Preiserihyperplastic polyp C £l U 7=
fifij5 P i 28 & U Cserrated adenoma® K& 7% 1 & 7
L, serrated adenomald KR ME Dvariant& U T i &
MeZZ157=. LML, serrated adenomalc |Zhyperplastic
polypE DXRFIHEHE L NE DR HE T Lh b, liFE (B
X Urconventional adenoma & hyperplastic polyp® i 73
AWELTE U /zadmixed polyp) 7 serrated polyp& U C—#5%
LTHBI EWVWIEZTDRBEN TS, Serrated
polyp®D ¥ bICEH LT, Longacre and Fenoglio-Preiser
& serrated adenoma?37% ICsignificant dysplasia’)’ 5
1, 11% Hdintramucosal carcinoma’s % A Tz & L
TW3. %7z, serrated adenoma“*Padmixed polyp®dD—
EZNEHSHIMSIHZ 29 % 2 EDlE SN TV .
fitzk, hyperplastic polyposis & FHEN T & 7= Ji5HEIC M
5NB R =Tk, —H, hyperplastic polyphkic
HZ IS eryptKEROILIRAZ A, KIE TORDH
%7 L hyperplastic polypk » &5 L Aserrated adenoma
WEWVREDH SN T EHVDbNTWVS. ZDXKS
Zzhyperplastic polyp£E{lDserrated polyp (dsporadicil &
H 51, “abnormal proliferation”DFE& 5 4 % serrated
polyp, Z¢J& TD“dysmaturation”’# 9 % serrated polyp
HRELLTHMEENTWS. “abnormal proliferation”’
£ 9 serrated polypC ®mismatch repair % >/ 787 D%
JEREMEDKT, MSFHAMGEIC /e T U T IS G 7
5 N Zhyperplastic polypfH{EldDpolypAidysmaturational
crypt= {5 serrated polyp TH % & DIREXREMN S, F
D & 9 Zxserrated polyphMSIFH A 5 Dprecursor T &
LAReENH 2 E L THEHENDDH 5.
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