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Expression Pattern of the Trefoil Factor Fam-
ily 1 in Gastric Adenoma and Carcinoma
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Purpose: The trefoil factor family 1 (TFF1) has a protective
effect against gastric mucosal damage induced by nonster-
oidal ant-inflammatory drugs or ethanol. In addition, a TFF1
knockout mouse model has exhibited circumferential adeno-
mas with high-grade dysplasia, of which 30% progressed in-
to frankly invasive carcinomas. We fried to determine wheth-
er the expression pattern of the TFF1 could be involved in
the development of sporadic gastric carcinomas.
Materials and Methods: e examined TFF1 expression in
a series of 43 sporadic gastric carcinomas and 18 gastric
adenomas by immunchistochemistry.

Results: Strong positive TFF1 staining was identified pri-
marily in the normal gastic mucosa, mainly in the cytoplasm
of the superficial and foveolar epithelium. We found TFF1
expression in 558% (24 out of 43) of the gastric carcinomas
and in 16.7% (3 out of 18] of the gastric adenomas. Statisti-
cally, TFF1 immunoreactivity was significantly higher in dif-
fuse-type (82.4%) than in intestinal-type (385%) carcinomas
(p=00088, Fisher's exact tesf).

Conelusion: Cur findings provide sufficient evidence that the
expression of TFF1 in gastric cancer may simply disclose
gastic-type differentiafion of neoplastic cells and provide fur-
ther support for the existence of at least two pathways of
malignant transformation of the gastric mucosa: one wia in-
testinal metaplasia and adenomatous dysplasia, leading to
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glandular carcinomas with intestinal-type differentiation, and the
other via hyperplastic changes or de novo changes, leading
to diffuse carcinomas and to a subset of glandular carci-
nomas displaying gastric-type differentiation. {J Korean Gas-
tric Cancer Assoc 2001;1:4-9)
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Trefoil factor famﬂy (TFF) HE|=52 5l T2 F9
A8 TE E(refoll motif)E 7HAE &AL EARA, Y&
o 6718 cysieine °tFl=qte] 3 ©]EE H(disulfide
bond)& st SR AL WY wE] FRES AT
@2) o] HEl=ZE2 Fd FAlESAN EAH= HE
el A AFHimucus granule) o FEAjsithrt A=
A AR Ee THoZ FHlEE HoT g9A gth
(3 FA7A A e 3714 52 TFF @@l go] db
AZEd °] F TFFIE 2 ¢ A9 £ foveola)
2 AHAEAN F2 ASGHHES2EE BER)), TFR
= 8 A A A E(mucus neck cel)3t 4 0] x| ZHe] K21
’d(Brunner’s gland)>| A 0= (X2 spasmolytic peptide:
S$P), intestinal trefoil factor2 E]= TFF3= #A A& uj
A E(goblet cel)el X F2 EHHThE) AlZA o=
TFFY] FAAEE 7HAZ le 38 #daes 25 4
A 21q22.391 S5 55 kb Yol Bz glel 5) I3
EHOZ o5 MY fHATE st AR A BA
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Fig. 1. TFF]l immunostaining in gastric tumors. (A} Negative immunoreactivity of TFF] in tubular adenoma. Note the intense Immuno-

reactivity In the adjacent normal foveolar and superficial cells of gastric mucosa (original magnification, %100). (B and C)

Immunoreactivity in diffuse-type gastric cancers: all of the gastric cancer cells showed intense immunostaiming in signet ring cells
of early gastric cancer (B} and undifferentiated tumor cells {C) (*200). (D} Heterogeneous pattern of TFF1 immunoreactivity
in an intestinal-type gastric cancer. Note focal positive staining in 30% to 40% of neoplastic cells {x200).
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