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Expression of Alpha Fetoprotein, Transforming Growth Factor,
Epidermal Growth Factor and Alpha-1-Antitrypsin in Gastric Cancer

Sook Guem Jeong, M.D, Hwan Jun Choi, M.D., Ja Young Koo, M D, and Man Ha Huh, M.D.
L partment of Fathology and mternal Medicin®, Kosin medical college, Kovea

The immunchistochemical expression of transforming growth factor-f(TGF-8)., epidermal
growth factorlEGF) and alpha-1-antitrypsin(AAT) was studied in 47cases of endoscopic biopsy
matearials of gastric carcinoma to determine the correlation to the expression of alpha
fetoprotein{l AFF). And immunoreactivity of the antigens was correlated to the degree of turmor
infiltrating lymphocytes and histologic differentiation of the tumors. And the results were ana-
lyzed to elucidate pathological AFP-producing gastric cancer, The results were summarized as
follows,

AFP immunoreactivity was demonstrated in 30 cases(63.8%) of the tumors, TGF-8 in 26 cases
(55.3%), EGF in 14 cases(29.8%) and AAT in 10 cases(21.3%). The incidence of expression of the
antigens was significantly higher in the cases of elevated serum AFP(> 20ng/ml) than that of
the cases with normal serum AFP(p<<0.05). There was no relation between the expression of an-
tigens and histological differentiation of gastric cancer, The expresstion of AFP and TGF-# re-
vealed good correlation(k=0.72). The relation between expresstion of TGF-# and AAT and the
degree of tumor infiltrating lymphocytes disclosed negative correlation(p<0.05),

These results suggest that TGF-8 and AAT prodution contribute to the worse prognosis of
AFP-producting gastric cancer. Possible immunosuppressive action of TGF-8 and AAT in the
cancer tissue is discussed. (Korean J Pathol 1994; 28: 485~ 492)

Key Words: Alpha fetoprotein, Transforming growth factor-8 Epid&r-mal growth factor, Alpha-
L-Antitrypsin, Gastric cancer, Immunohistochemistry, Tumor infiltrating lympho-
Cytes
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Table 1. Comparison between serum level of AFP and immunohistochermnical staining pattern

E—— ™ T — = air SEpE —
Ilmmunaostatining '
Serum AFP Antigen - - Positive o, /Total
- -+ ++ +++
= 20ng! ml AFF 2 4 5 12 21723001 58
(1 =23 TGF-4 4 H A 5 15/ 23082 6%
EGF 13 8 2 10723043 5%)
AAT 14 5 7 2 0723391 %)
< 20mg! m] AFP 15 4 5 0.24{37.5%)
{n=24) TGFS 17 7 7724291 %)
EGF 13 4 4/24(16.7%)
AAT 23 L 1/240 42%)
Tatal AFP L7 2 10 12 307 47(63.8%)
TGF-# 21 15 B 5 267 47(55.3%)
EGF 3l 12 2 14747055 3%,
AAT a7 i 2 i 10747021 .3%)

Symbols indicate number of immunaoreactivity tumor cells
(—, <108 4+, 10% to 40%: + +, 40% ro T0%; ++ 4+ =709

T gYadafets A3 vimsyd b fe

F(21+0), AFP+E 15d(65.2%), TGF-8& 13«
(Al.9%), EGFL 8«(381%) AATY: 5a|(23.8%)
A4 skl e|gla, < F#375 J5(28<]), AFPE L5
A (57.7%). TGEF-g+ 13-(50.0%), EGF+ 6=(23]
%), AATE= 4o(4.2%)ell 4 akul3-3- ¥ dvH(Fig.

- Fig. 1. In clusters of poalry
differentiated adenocarcarci-
nwoma. the cyroplasms of tumor
celle reveal ooarse  pranular
imtnonoreactivity for ARP.

1~4)Table 2). =4 taHze)l =0 2h4s] o5
sk BLE Alolsile A falde] gisld.
4, 2 SR7E0] Aa mA|

Tt kel kikE AFP2 TGF-8v 0.72. AFP
2 AATE 042, TGF-F8t AATE 045, EGRF
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Fig. 2. The tumor calls of poor-
Iv dilferentizazec  adenocarci-
xnomta  disclose  heterogenous
unmunoreactivizy for TGF-8in
rka cytoplasms.

Fig. 8. Immunoperoxidase de-
moprstaralion for BGEF 1z pres-
ent n the glands fo well
differenciated adenocarcinoma.
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Fig. 4. In tubular adenocarei-
: noma, the cytoplasms of tumor
-j cells show granular Donmuno-
& Toactivity for AAT

Table 2. Immunchistochemical staining pattern and histologic differentiarion of gastric adenscarcinoma
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— + +— 4
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Symbols indicate number of immonoreactivity tumor cells,

[—, 10%; +10% to 40%; —+, 40% to T0%; ++ +, =Tl

Table & Kappa values of the markers

TGF-§ EGE AAT
AFP LN (.41 042
TGF-E 0.5 .45
EGEF {.40

Kappa valuelk)
k{77 exellent correlation
O.d=k=07% good correlation
K <(14: poor correlation
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Table 4. Eelationship of expression of antigens with lymphocytic infiltration

Lymphocytic No. of cases with immunoreactivity

Infiltration AFP TGF-8 EGF AAT
+ (n=34) 24(70.6%) 22(64.7%) 11032 2%) 10(29.4%)
++({n=13) Bl46.1 %) 4030.7%) 3 23.0%) 0

=+ mild infiltration of mononuclear cells
+ =+ marked infiltration of mononuclear cells
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