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Abstract--In a series of 45 patients with small cell anaplastic carcinoma of the lung 
with disease limited to one hemithorax, 15 of them presented at the time of diagnosis a 
superior vena cava syndrome. Both groups were similar in terms of response rate and 
survival. Superior vena cava syndrome is not an independent prognostic factor in small 
cell carcinoma of the lung. 

I N T R O D U C T I O N  

OBSTRUCTION of the superior vena cava pro- 
duces a dramatic syndrome (SVCS) which is 
associated in more than 90°,i~ of cases with 
a malignant tumor, and among these bron- 
chogenic carcinoma accounts for 75°/,o [1, 2]. 
The literature suggests that combination of 
SVCS and this cancer carries a worse prog- 
nosis in terms of survival despite sympto- 
matic relief from treatment [3]. 

Tile incidence of SVCS was particularly 
high in a series of small cell anaplastic car- 
cinoma of the lung treated by a combined 
modality: radiotherapy and chemotherapy 
[4]. The present study analyses the prognostic 
value of SVCS as presenting sign in small cell 
carcinoma of the lung. 

M AT E RIALS A N D  M E T H O D S  

Between 1973 and 1978, 45 patients with 
biopsy proven small cell anaplastic carcinoma 
of the lung with limited disease were treated 
with a combination of radio- and chem- 
otherapy. They fulfilled the following criteria: 
no prior treatment with surgery, radiotherapy 
or chemotherapy, no history of other malig- 
nant disease and age below 72 yr. 

All cases were classified as limited disease 
after a staging procedure including chest X- 
ray, tomograms, fiberbronchoscopy, bone, 
brain and liver scintigraphies, bone marrow 
biopsy and peritoneoscopy with liver biopsies 
if possible. 
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Limited disease was defined as a tumor 
extension confined to one hemithorax, medias- 
tinum and homolateral supraclavicular nodes. 

The therapeutic regimen has been pre- 
viously published [4]. The induction treat- 
ment consisted of two courses of chem- 
otherapy at 3 weeks interval (vincristine 
1.5mg/m 2 i.v. days 1 and 8 and cyclophos- 
phamide 1.2g/m 2 i.v. day 1 (VCR-CPA) and 
radiation therapy (45 Gy through megavoltage 
equipment in ~ weeks to the primary tumor 
and the mediastinum). 

Two weeks after the completion of ra- 
diation therapy maintenance chemotherapy 
was started for a period of 2yr or until 
relapse. Patients received either 3-weekly 
courses of VCR-CPA or monthly courses of 
COMB (CPA 600mg/m 2 i.v. and MeCCNU 
80mg/m 2 per os day 1, VCR 0.75 mg/m 2 i.v. 
and bleomycin 10mg/m 2 i.v. on day 2). 

The evaluation of treatment was performed 
at the beginning of the maintenance chem- 
otherapy as follows: a complete response cor- 
responded to a complete disappearance of all 
tumor lesions. Partial response corresponded to 
a decrease of more than 50°0 of the sum of 
the products of the two largest perpendicular 
diameters of all measurable lesions without 
appearance of other tumors. The acturial meth- 
od of Kaplan-Meyer  was used to establish 
the survival curves. 

R ES U LTS  

Fifteen patients out of 45 presented with 
superior vena cava syndrome (SVCS) at the 
time of diagnosis. Actuarial median survival 
was 11 months for the whole series. No differ- 
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ence was observed between the entire g roup  
and  pat ients  with SVCS (Fig. 1). Seven pa-  
tients survived more  than  2 yr: 2 with SVCS 
and 5 wi thout  SVCS.  

No difference in general  was observed be- 
tween 27 pat ients  t rea ted  by C O M B  and 9 by 
V C R - C P A  with a med ian  survival  of  11 
months  tbr both  chemotherapies .  M oreove r  
the survival curves for pat ients  with ma in t en -  
ance c h e m o t h e r a p y  with C O M B  were identi-  
cal in presence or absence of SVCS.  

T h e  t r ea tmen t  resulted in 80.2~i, of  objec- 
tive response. In  all cases, a comple te  disap- 
pea rance  of  SVCS signs was observed except  
tor superficial veins on upper  torso (Table  1). 
T h e  most c o m m o n  sites of  relapse were in- 
t ra thoracic  progression, bone and  brain  metas-  
tases (Table  2). An increase in brain  metas-  
tases was observed for pat ients  with SVCS;  
however ,  this difference did not reach a stat- 
istical level ( P = 0 . 1 ) .  T h e  delay of occurrence  
was the same in presence or absence of SVCS. 
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Fig. 1. Small cell carcinoma oj" the lung=limited disea,~e 
influence o f  superior vena cava syndrome on survival. 

Table 1. Small cell anaplastic carcinoma of the lung therapeutic response 

Complete Partial No Not 
response response response evaluable Total 

With SVCS 9 (i 15 
Without SVCS 10 12 7 1 30 

Total 19 18 7 1 45 

Response rate 37/45 (80%) 

Table 2. Small cell anaplastic carcinoma of the lung-- 
site of relapse 

No SVCS SVCS 

Local  7 1 
T h o r a c o t o m y  scar 1 
Cervica l  nodes  1 1 
Heterol .  l ung  1 
Brain  5 6 
Liver  4 
Bone 3 3 
S t o m a c h  1 
Toxic i ty  1 
U n k n o w n  4 q 

28/3o 13/15 



Diagnosis of  a Superior 

DISCUSSION 

T o d a y  the most common  cause of  obstruc- 
tion of  the superior vena cava is represented 
by bronchogenic  ca rc inoma which is respon- 
sible for 9 0 °  of all cases [1, 2, 5]. O th e r  
neoplastic causes are lymphoma ,  in t ra thoracic  
tumors such as t hymoma ,  metastat ic  cancer  
[5]. Benign diseases account  in 3-5°.o of  cases 
for the onset of  this syndrome including goi- 
ter, bronchogenic  cysts, per icardial  constriction, 
aneurysm, iatrogenic causes such as central  
venous catheter ,  i r radiat ion induced pneu-  
monitis [5, 6]. Th i r ty  years ago, SVCS re- 
sulted in the same propor t ion  from intra tho-  
racic tumor  or aortic aneurysm which is now 
a very rare etiology [7]. 

T h e  combina t ion  of  SVCS and broncho-  
genic carc inoma is par t icular ly  lethal: pro- 
longed survival has been very rare in spite of  
the relief of symptom after radio- or chemo- 
therapy.  The  overall  l yr  survival for all cell 
types is less than 5~0 [3, 8]. 

Small cell anaplast ic ca rc inoma of  the lung 
represents one third of all cases of  SVCS due 
to lung tumor  [5]. This t umor  presents a 
par t icu lar  behaviour  character ized by a rapid 
and extensive mediast inal  invasion and an 
early metastatic spread outside the chest [9]. 
This explains the failure of  local and regional 
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therapies in the m a n a g e m e n t  of this disease 
and the necessity of  a systemic t rea tment  [10]. 
Moreover ,  this cell type tumor  presents a very 
high percentage  of  response to chemothe rapy  
and rad io therapy  [9]. 

Con t ra ry  to the classical s tatement,  the 
presence of  SVCS at presentat ion does not 
adversely affect the prognosis of  patients with 
small cell anaplastic lung carc inoma treated 
with a combinat ion  of  chemothe rapy  and 
radio therapy.  Th e  relapse pat tern  shows a 
trend towards an increase in brain metastases 
for patients with SVCS;  this syndrome may 
be a risk factor for such relapse and the use of  
prophylact ic  brain i r radiat ion can be es- 
pecially considered in such a situation. 

T h e  relief of  symptoms observed after ra- 
d io therapy  results ei ther from an improve-  
ment  of  flow through collateral  supply or due 
to a reduct ion of  the obstruct ing tumor  with 
an increase in blood flow through the vena 
cava. 99mWc Isoptopic ph lebography  can ea- 
sily be performed and repeated without  
any risk for a pat ient  with SVCS. In small 
series, the improvement  after t rea tment  was 
largely due to an increase in blood flow 
through the vena cava ra ther  than in the 
collateral supply [11 13]. 

SVCS is not an independan t  prognostic 
factor in small cell anaplastic carc inoma of  
the lung. 
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