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064 
MONOCLONAL ANTIBODIES (MoAbs) DIRECTBD AGAINST THE NEURAL 
CELL ADHFSION MOLECULE (NCAM) IMPROVE THE DEI’KTION OF 
SMALL CELL LUNG CANCER (SCLC) METASTASIS IN BONE MARROW 
ASPIRATES (BMA) COMPARED WITH CON-VBNTIONAL HlSTOuxjY. 

F. G. Pelosi ^, A. Santa l , R. Mostacci l , MA. Bassetto l and G.LC&o l 

*Cattcdra di Oncologia Medica,Universit& di Verona, ^ Saviio di Anat.Patologica, 
Osp. CivUe Maggiore-Verona, mvisione Medica Osq. Villafranca, Italy. 

Eighty-seven BMA were collected from 40 pts with SCLC. BMA were collected 
bUateraUy from posterior iliac spines io 39 pts and udlaterally io one. Fmm 37 of these 
40 pts, 58 bone marrow biopsies were also obtained (18 bilaterally). BrieBy, 3-S mls of 
malluw were z+ntcd in heparinii syringes, diited with RPM, layered over 
Ficoll-Paque, the cell layer collected and the cell pellet cytospirmed A staodard 1CB 
method (APAAP) was wed with 2 MoAbs, NCC-LU-243 (lgG2a) and NCC-LU-246 
(IgGl) belonging to cluster 1, which recog&e.s NCAM. Adeqwte control study were 
always performed. In BMA reacdve cells were de&&d in 37i87 specimens (425%), 
while only 7/58 bone rmrmw biopsies (12%) showed metlrtalic involvement 
&CI.oaOl). Also in Limited Dii (LD) the use of MoAbs io OUI series was an 
improvement on conventional histology, because 7 cut of 16 pts (44%) clinically and 
histologically staged as LD, had positive BMA @-0.006). Among the 19 pts with 
positive MA, 17 had biopsies taken. 4 positive and 13 negative. Among the 25 pts with 
negative BMA, 23 had &a negative biopsies and just 1 positive. only in 1 case was the 
result diffemt between the 2 sites of aspiration. A negligible difference was found 
behveen the 2 MoAbs. In conclusion: in our series the use of MoAbs sigoilicmtly 
increased the detection of bane mamw involvement compared with conventional 
histology, suggesting that a large pmpation of pt!J are otherwise understaged. 

866 
Tut40~ MARKERS IN FOLLOW up OF THERAPY IN SMALL CELL LUNG 
CANCER (SCLC) 
S StajiC,R NovakoviC,L Rajner,O Frim,S IsakoviC 
University Clinical Center, Belgrade 

We followed the suraical.hemotheraoeutic,irridation or 
combined therapy in 32-patients (pts.) with-verified SCLC 
by tumor markers values.We compared those values in previ- 
ously untreated pts. and in pts. with clinical stabilized 
disease after therapy.CEA,CAlg-9 and NSE were determined 
by IRMA CIS and counted by computer processing.Tumor mar- 
kers values and high values (%) were: 

NSE CEA CA 19-9 

cut off value(50): 
(w/ml 1 

a,2 
3yJpl 1 

. 
-untreated SCLC(32) 22;1&16,5 19;7*25,3 48i4t31.3 

75%(24) 
-treated SCLC(26) 13,65+13,1* 5,7i8,7 

42,3%(11) 11,5%(3) 
* D/ 0,005. The simultaneous determination of CEA.CAlg-9 
& #TE in untreated group gave sensitivity of 90,6%(29), 
and in treated group 61,5% (16)'. We recomand the simulta- 
neous determination of tumor markers in SCLC as a valuab- 
le parametar of clinical staging tn desease and more sen- 
sitive for monitoring the clinical stabilized disease 
under therapy. 
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ANALYSES OF LONG TERM SURVIVAL IN WALL CELL LUNG CANCER (SCLC) 
H Uolf, n Pritsch, P Drings, K Hens, 11 Schroeder, G Jeques, K Navemem 
Phm&s University, Internal Medicine, 3550 Uarburg, Germmy 

FP(III 1981 to 1988 e total of 1179 ptients (pts) with SCLC were included in 
four consecutive nwlticenter German trials. After mininun follow up of 3 
years, en analysis of long term survival has been performed. The mein 
characteristics of the pts. achieving e 3 year survival are shuar on the 
following Table. 

No pts. No 3y s"r. x 3y SW. 

stage fwn-met . 663 61 9.2 
met. 516 9 1,7 

sex felTale 28 180 15.5 
male 42 WV 4.2 

Performance 50-70x 241 7 2.9 
(Karnofsky) eo- 100% 93S 63 6.7 
LDH <240 635 46 7.2 

.240 467 16 3.4 
NSE q12.5 291 ra 9.6 

a12.5 340 17 5,O 
During the further follow up, 24 of the 70 3 yeer survivors died. Main 
causes were ~scurrent SCLC in 15 pts., second melignencies in 4 pts. end 
non-cmesr related reasons in 6 cas.?s. Fwrty-six pts are still alive, 44 
with stable CR end 2 with relapse of disease. Only 2 pts. with metsstatic 
disease achieved stable CR, one with bone metesteses end w with e spleen 
lesion. Thus, emmg the knwn prognostic factors in SCLC wily extent of 
disease precisely predicts long term disease free survival end therefore nay 
be useful1 as a selection criteria for different treatment protocols. 

STANgARD (SC, VS. PALLIATICM CHEWXNERAPY (PC) 111 METASTA71C SMALL CELL LUNG 
CANCER WSCLC) 
N Uolf. II Pritsch, P Wings, Y Schroeder, K Hens, E Hruska, R Goerg, 
K Eberhard, $ Ilerde, G Nertung, N Stolr, K Navemam 
Philipps-University, Internal Medicine, 3550 Ilarburg, Germmy 

Petimts with MSCLC have nearly no chance of cure. Therefore, in e 
Mlticenter Germen trial e less toxic PC yes c-red to SC with regard to 
survival end quality of life. SC consisted of AI0 (edriaycine 50 m/n!2 dl, 
ifosfaide 1500 mu/m? dl-5, vincristim 2 mg dl) alternating with CE 
(cerboplatin 300 w/m? dl, eteposick 120 np/ti dl-3) and PC consisted of EV 
(etoposide 150 mg/nQ dl-3, vincristine Zmg dl). Both regimens were given for 
4 cycles in 4 week intervals. Until nw, 186 pts hsve been included end 
interim enaly-ses we8 performed after 150 pts (50X of the projected ssnple 
sire) had died. CR+PR efter 4 cycles wee 46% for SC end 24% for PC. However, 
during induction therapy 50% of the pts with PC WPC crossed over to 
stmderd palychemotherepy due to wanrespwv.iing .disease. This may be the 
~eesm why medien survival did not differ between both groups (6.5 mo). 
Toxicities like neusea/vcmiting, myelosrppressim end infections were higher 
in SC. Before each cycle pts were requested to fill in a qwstieaaire of 
qwlity of life. I~rovements in physical functioning, disease 'related 
synptans, and fatique/imlaise were more pr-ed in SC then in PC. In 
conclusion, this preliminary analysis indiceteo that pts with SC hd e 
better tllll)P response end inprovemmt of quality of life then pts with PC, 
but survive1 did net differ between both greqs. 

mm OF REFRACTORY OR rf8tlJNEENr SHALL CELL LunG CANCER [SCK) WITI 
CYCIJMK6PlIMIDE, CISPLATIN MID VIKRISTIIIB (A NlN-CK6S-RgsIS¶%T RBclllSN) . 
Q&aJJ., Garcia de1 Hum X., Verdaguer R. 
Hospital Gum i Rep&. Barcelona. Spain. 

Host patients with XIX: relapse. Treatment of refractory or relapsing disease 
has been wnsidered umccessful: respmse rates have been low and survival 
maffected by treatment.20 mcumnt and folly e-valuable SCK patients are 
analywd. All patients were males. Hedlan age was 59 years [range 34-75). 
Previous chemotherapy included VP-16, &xorMcin and mthotrexate (Mn) in all 
patients. Four patients with limited SCLC had m&v& tlmaclc radiotherapp. 
Concurrently with it, doxorubicin and metkkmate had been &tit&d by 
c~cloptmphmide and vincristine. Nl patients had PS (Wgo) egml or less than 
2. Seven patients we refractory to VU4 (bad failed to attain a PR).Tmatmt 
regiaen consisted of : cyclophcqhanide 750 mg/m2, cisplatin 75 Q/la, 
vincristine 2 mg IV day 1. Courses were repeated eveq 3 weeks on an outpatient 
basis for a !dmximm of six.The.re ware 6 F3 and 1 IK (35% mspcnss rate). 4 of 
these pts vere refractory to first line therapy. The median duration of 
mission uas 21 necks (range g-112*). Median survival tlme of mpondere was 
31 w&s (range 31-112r). The median survival time for all patients ms 18 
seeks (range 8-112+).Cme patient is in continwua cmplete tiesion for mm 
than 2 pears. Toxicity was mild. seven pts (35%) had emsis grade 3. There was 
only one episode of neutropsnic fever. There was no toxic death. This mglmn 
is effective and its toxicity acceptable in -t sm. It can be studied 
as first line therapy. 


