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EXPRESSION OF EPIDERMAL GROWTH FACTOR RECEPTOR 
AND C-ERBB-2 ONCOPRCTEIN IN HUMAN TUMORS. 
L. Baugnet-Mahieu and M. Lemaire 
Department of Radioprotection, CEN-SCK, No1 
Radiotherapy and Oncology Unit, CHU, University 
of Liege, Belgium 
The EGF-binding capacity and the phosphokinase 
activity associated with the EGF receptor 
(EGF-R) have been evaluated in human tumors of 
various origins. 
1) Tumors of the Central Nervous System. 
In glioblastomas and high grade astrocytcmas, 
the mean value of EGF binding capacity was 
higher than in low grade astrocytomas. 
Significant amounts of EGF-R were also found in 
meningiomas. In the tumors of glial origin, a 
positive correlation also exists between the 
autophosphorylation of the receptor and the 
degree of malignancy. 
2) Breast cancer. 
BV EGF-bindina assay, EGF-R is found in appro- _ __ 
ximately 35% of breast tumors. In the present 
study, about 90% of the tumor samples (122/134) 
exhibited a significant activity of the EGF-R 
associated kinase activity. The kinase activity 
was not statistically different in tumor and in 
adjacent "normal" tissue. There was a negative 
relation between the expression of EGF-R and 
the amount of steroid hormone receptors. 
c-erbB-2 oncoprotein has been detected by 
Western blot in a series of tumor samples and 
in some cases, to a lesser extent in adjacent 
breast tissue. Our results suggest an 
association of c-erbB-2 with the process of 
transformation in human breast tumors. 
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EPIDERMAL GROWTH FACTOR RECEPTOR ASSAY : 
VALIDATION OF A SINGLE POINT SATURATION 
METHOD IN BREAST CANCER 
ML!. Etisnne. IL. Ponnento. M. PrsncouP. P. Fonnento. J.L. Piihel. 
M.Namor,M.PmnayndG.Milsna 
Cenue Antoine Lscurqae, 36 vok romh.Nii kmce. 
In breast cmcer. Ihe pmlcncs of epidermrl growth factor receptor 
(EGFR) ht” been deatmuuti to be associti with, poor prognosis. 
IudetsrmmuottbtingBmrddiciorulpro~vlbmsth4tofstoroid 
m.xptmx. UsuUyEOFRaremeuumdby~tionwithlrbslsdEGF 
warding to the multipobtt scuchud Analysis (.a). nis metlmd limits 
RGFR ittvestig~tions becase of the t~ubatuttiai quantity of tissue 
required (500-1000 mg). We thus adapted and validated a single 
sumubtg do#e te&niqw (SSur) mitabb for @ge+#clie clinical stud&a. 
EGFbindingwualysedusinghtmunrscnnbvLlntRGF,in120bumm 
primary breast cancets. of which 41 were checked with both ssur and 
SA. Fa rotttine atmlyris. only 100-150 mg of tissue were required. 
Gptimal conditions were Y follow : 100 ~1 of labeled EGF (l&f) 
incubated with 100 pl of the tttemb~ pzepmation in &ence or in 
pnrsnoe of m excess of unlabeled JZGF (160 t&f), 1.5 bn u 22T. 
EGFR way by SSM’ showed a unitnodal distribution. with a 
progressive decrease in high valttcs (range = O-1448. medim = 10. 
fm&ng membntte pmteins). c!oefficient8 of variation for the intm- 
aray reptukibility vatied from 5.14 to 17.78 %. SA p&rmed on 56 
tumors exhibited 79 4b of tumors expressing I single high-affkity site 
(moan Kd I 0.6 t&4) atd 21 % expressing m dditimul low-afkity site 
(mean Kd=3.3&4). SSDT~forbbebdBGFcosccssuim 
sllowcdIhu1sMwsstMbo8t c¶nqaomiMmslnrructhehigh-mty 
sites without interfamce with the low ones. There wu s good 
quamituive ca&tion betwscn SSDT and SA (r = 0.975, p < 0.001) in 
spite of m lmdsrertimtion of RGFR by SSDT relrtiva to SA. On the 
whole population we confirmed a significant inverse correlation 
betwcon RGFR md estndiol maptor lweb (Kendall rank cotmltitm. P 
< 0.001). This simplified method, requiring small qwntities of tissue. 
could allow the clinical interest of EGFR determination to be 
investiglted on larger populations. 
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