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EiIavAm lDERESSICiiOFc~INAHUMAN 
ax.mCARc!Immc!ExLLINE IS NEITHER 
AaxmANIm By Z!Wm?ICATICN NOR 
moFmGFm 

ncn-BurkittB4elltmmrshes alsopmvided 
evidencethatinmstcasesthechmmsaE 
translocaticnsoccuratthepre-B-cell&age 
of aiffCxentiaticmdur~theprocessofw 

catalyzing Idle joining of the immlved 
chamsams. Three obsenmtions irdicate 
thatthis is the case: (I) inthegreat 
majority of mxl-Burkitt lyl@mas, the 
translocatial breldqoints hvolve the 5' 
reghofaJsegmnt;(2)extranucleotides 
(N-regians) are ckected at joinbq sites in 
k&h the t(ll:l4) ad the t(l4:18) 
chrorosclne transi&tions;and(3)hptamer 
ananoMmersigna1 sequences,separatedbya 
spacer of 12 nucleotides, thatclceely 
resetblethme involved in~siolcgicVlIJ 
joining,occl=a chranosomes 11 and 18 mar 
breakpoints.lInJsax?canspeculatethatin 
a rareB-cell,the readinese mistakexily 
joinsa heavy&ainJ~t~acdlular 
PJ-.oto-=cogene insteadofthe~ 
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Chflicthgreportsexist cm therole 
of mast ca?llsinneoplastic disease. We 
~~~,aw~cregponse~ 
mcntawcus metastasis of B16BT.h mshnna 
&us, insensitive to &l m killing by 
nnlrine mast cells, in Irest cell deficient 
w/WV and controi iitb+d3 tie. we 
iJxJcda~10 5tLm-au cellssubcutaneulsly 
intotheexbmaleazs of 25 W/w ad25 
ccntrol mice. !nmKnlr latent periods, 
incidence,grawthratesandtheincidenceof 
spreadtodrainbglymphncdeswerethesame 
for bth gmpsofrnice. Inccntras~the 
rateofneavasailarizaticm was slower,and 
theinc&nceanarnrmberofspontaneaus 
pulmcmylnetastaseswaslcwerinw/Wvnlice 
than in ccntmls (26.5% ad 1.9 z 60.0% 
ad IO). We omclude that ket mast cells 
my facilitate earlyizlmxlrangiogenesis and 
hamam ldastasis. Experimentsare 
inprogresstoamfinntheseinterpre~tials 
usixqmastcel.l reconstitLlMw/wmice. 
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Over-expression of oncogenes is thmght 
tobecorrelatedtomalignsntprogressionof 
certaintypes of hmautummrs. Innoxmal 
cells, cm expression is under stringent 
control, while regulation seems to bs 
altered in a variety of tlmuurs. 
Investigating a human cell line originating 
franacoloncarcinam,wefounda four-fold 
elevated c-w expression canpared with 
p-actin. In spite of this, in a saraxa 
derived cell line, the expression of both 
was Equal. The over-expressicm was as high 
as inthepreleukaemiccelllineHL6O,which 
is known to over-expressc+ Northern 
blotting experiments showed in all samples a 
size of 2.Okb ax-d 4.4kb for mRNA and 
pre-, respectively. DNA analysis 
revealed the absence of gene amplification 
aud rearrangement of the c~lccLls. 
Sincethecolcm celllinecontainsonlyone 
chrcsosazal translccationweareattmpting 
to correlate the c-E activation with 
this chranoscse 1 akberration. 

C!ARCIIKX%ERYCNIC AtWiZEN (Cm 
lxm%MmATImIN c!xmE?ZALcANw 
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In aprcgramneof screening and 
follm+up for colorectal cancer (CC) inthe 
city of Uunakeszi, Iiuugary, in 1983-86, the 
authors analysed the significance of serial 
m determinaticns in 68 patients and the 
findings were ccmparedwiththose in the 
scientific literature. CEA levels of more 
than 30 ug/ml prior to surgery proved to 
indicate poor prognosis; in thesecases, 
operatiou revealed advanced stage of 
disease. Luring folk+up, the CEA values 
increasedfollowingsurgery and reached a 
level of more than 60 ug/ml in two patients. 
These patients diedwithina short time in 
spite of appropriate treatmsk An 
increasing trend was observed infour 
patients; on the basis of additional 
investigations, suitable treatment was 
perfOLlllE?d. In~neca~erecurrencewas 


