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Abstract

Hereditary non-polyposis colorectal cancer
(HNPCC), also called Lynch syndrome, is
an autosomal-dominantly inherited disease
and is associated with germline mutations in
mismatch repair (MMR) genes and microsatellite
instability (MSI). HNPCC is the most common
form of hereditary colorectal cancer, accounting
for 5%-15% of colorectal cancers. HNPCC has
characteristic clinicpathological features, such as
right-sided predominance, more synchronous or
metachronous multiple primary colorectal cancer,
young age at diagnosis, and poor histopathological
differentiation. Recently, surgery has been the
main means of treating HNPCC. However, COX-2
inhibitors may be a new therapeutic approach.
Recent molecular biology studies have deepened
our understanding of its the biological behavior
and therapy.
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(12w AP T R 11 #6146 TGF B/Smadf5 Bl i
R ST, MITGFRLEMIMIMI R AR, 1748
RS R R ks U A L, O S g i 40 1)
PR, AR Je 35 e DU i A . B-catenin
(¥ G 7 ) B-catenin e PR (K R A K e L 132
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Kl 38, — R a i 52451 LK
B, R LU 4 RPN T50%,
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HNP C CHH I b8 R (B8 45 B Biosd, Jf AL
oA LB R R S AR N 1452, I
RRE L WAER N T40%; KipEoirE W
JE S R S Wi iR R /N T-45 %5 Ao P4 i i
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I A BEAREAEAT LA R 3L () AR AR (P
MR L1454, ()R Z AL 11 B i (L1 70%A
TR AN, (3) [ B S B 22 R K M s
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A VIBR T B AOR L. (H2 b 3U7E [ A I
PRI F AT e AE 5 N AE, FEJR PR (1)%F 34

www.wjgnet.com



PREAR, 5. RIS RARRIEADREEINR TR

3119

UREE A e 2, W PR B AR AR A K R A
BE VTS, P REARATCIEA12 T HNP CC il
(2)MMRHIM SRR AT W g AR AR RS A2, H.
TLR I g R kasE v . AraEbE . RO, DL
ARTI R ZFEFRIAENGIR BN 852 Aw]
(R B H T8 i AR B — B (3) B 2540 BEL 2 A
LRI (4 RIS DIRR T B K, 17
AR AN, S)TFARK. HRIEZ . FARK
RAHY), AJ5 B A0 P N, BT A
L%, Ik, AT 4l A A B ik A
RIS ARk R A v] BB AT i S it

3.3.2 By MAETRRIEN, 1 K
PR A AT OB DA BIUE L. G R IAT I
(K14 s IR, IR A A IBEC O X-2
AR BEL R AT LA B FAP K A K s, H.
9 W3 B R E AR, ARAhSEG A B, R L
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