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Immunohistochemical Analysis of Transforming Growth Factor-g
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Thirty cases of gastric adenocarcinoma were examined immunohistochemically for expression
of transforming growth factor-#TGF-8) in order to analyze significant correlation with clinical
stage and pathologic grade of gastric adenocarcinoma. Specific immunostaining was clearly de-
tected in the cytoplasm of the neoplastic cells. The TGF-8 expression in the gastric adenocarci-
noma is closely related to the depth of invasion, the degree of invasiveness and the presence of
metastasis. Thus, we observed the stronger immunohistochemical expression of TGF-8 in the
deeper portion of invasion and in the invasive gastric adenocarcinomas with the lymph nodal
metastasis than in the superficial portion of invasion and in those without the lymph nodal me-

These results suggest that the transforming growth factor-f expression in carcinoma cells may
play an important role in the carcinomatous invasion resulting in metastasis. (Korean J Pathol
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Fig. 1. Staining indices of TGF-beta in adenocarci-
noma according to the depth of invasion.
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Fig. 2. Staining indices of TGF-beta in adenocarci-
noma according to the presence of metastasis.
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Fig. 5. [mmunaopernxidase staining for TGEF-S in nor-
mal gastric mucosa shows positivity with
spot-like pattern.

Table 1. Staining indices of TGF-9 in normal and
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the deep infiltrating portion.

Table 2. Staining indices af TEE in cach suape of

CENCEr group CHANCET
Intensity positive % Staining index Intensity  Dositive % Staining index
Mormal 061 =032 327541550 0,24 £0.20 Stage | 128 =(h77  BR30 - 3414 112=0483
Cancer 161 -066" B414+2554% ] 49+079% Stage I 173070 BV.O03=2301 L BL=0.78
AP .06 B Stage [II 1.79-0558 B113=1308 171 =032
o Stage [V 1662049 BEED 1504 154056

Dala; Mean=5.10

4, f& ®X2 Hrd o
Hla
Ho g e AT ol LIV, IL I &
oz s s #b ket 970 1L 101 1V
ol S 2faal Ffo|v} Woizm wr| Iohe] oo ou
F|Eat BaeFe 2 apelrl gl (P05 A4
T ol fefall W] M1V, 2o (8 +e=
o )y Feked EA|gdar o] [ako] B g
7157 #el 7} 3lgicH Table 2).

TGF-22) g4

1) ¥y #gdolol off bvlw: TI, T2, T3
Tas #Ha flaxgr, kAL s o dqdee
=5 A Aelsl ZERE Fehdaas, T TE
Tiz T4 Ti3 T4, Tés T3zhe] sA# oz g
Alae Al LasHp=T005, Tahle d, Fig L1

2) fighe] ®o| ofof mE Hjm: ke FHel} 5l
B oARE gy et gl HiEo Ho A3 =,
bz A8, el 4 Algrt wsteed Jn
ANz el kAl M W Eel A F A R
ul b g sleHp-o0.05, Table 4, Fig. 20

— 476 —



Table 3. Staining indices of TGF-# in adenocar-
cinoma accerding to the depth of invasion
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1 03+0.89
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1662073
[ o

Fig. 7. Immunoperoxidase sra-
ining far TGF 8 in carcinoma-
tuus glands shows wealk posi-
tiwity at the superiicial por-
tiom.
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