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Letters to the Editor

Palliative radiotherapy 
for superior vena caval 
obstruction by lung 
cancer: A major issue 
about timing and a 
minor issue about 
efficacy

Sir,
Conventional teaching recommends the immediate 
administration of palliative thoracic radiotherapy (PTR) 
for superior vena caval obstruction (SVCO) by lung cancer 
(LCa). On the other hand, superior vena caval syndrome 
gradually develops over several weeks and, therefore, is 
unlikely to be a life-threatening condition unless the patient 
presents with airway obstruction, hemodynamic instability, 
or increased intracranial pressure. Some experiences have 
employed a short delay in the initiation of PTR while 
others have not.[1-4] This study investigates the timing of 
PTR in patients with SVCO by LCa and how the onset of 
this therapeutic intervention influenced patient outcomes.

Forty-two consecutive individuals (30 men and 12 
women with a mean age of 53.5 years) treated by PTR for 
SVCO-LCa between 1981 and 2009 are the subjects of this 
retrospective analysis. SVCO was present when patients 
exhibited a plethoric facies, swelling of the face/neck/upper 
extremities, or visibly dilated collateral superficial veins in 
the anterior part of the trunk with or without dyspnea and 
radiological evidence of superior vena caval compression 
by a mediastinal or paramediastinal mass within the thorax.

Thirteen individuals underwent PTR on the day of referral 
and 29 people were treated several days after the radiation 
oncology consultation. Delay in the initiation of PTR was 
≤1  week (20 patients), >1 to 2 weeks (5 patients), and >2 
weeks to 1 month (4 patients). 

PTR (usually 30 Gy/10 fractions) meant megavoltage 
external beam irradiation of the intrathoracic neoplasm 
and the mediastinum. Ten individuals were treated with 
high daily dose fractions of 3 to 4 Gy for the initial 3 days. 
Chemotherapy (Cyclophosphamide or Cisplatin with 
Etoposide) was administered in three patients with stage IIIB 
LCa. Survival was estimated from the time of diagnosis until 
death or last follow-up. Responses (significant resolution 
of SVCO manifestations and/or a 50% reduction in size of 

the imaging-shown tumor) to treatment were assessed after 
completion of PTR.

The duration of symptoms and signs prior to referral for 
irradiation (information available in only 34 individuals) 
ranged from 2 to 112 days (median 26.2 days). Stridor or 
mental obtundation was not observed in a single patient. 
The overall median survival was 4.5 months (95% confidence 
interval [CI], 3 to 10 months) and 1-year survival rate was 
24% (95% CI, 11% to 37%). The achieved (complete plus 
partial) palliation and absent objective response rates were 
84% and 16%, respectively.

Demographic information was not significantly different 
between the compared groups [Table 1]. The number 
of promptly treated people obtaining palliation was no 
different to the number of responders among individuals 
whose PTR was delayed (86% and 83%, respectively); the 
corresponding 1-year survival rates and median survival 
times were 15% (95% CI, 0% to 34%) and 4 months (95% CI, 
3 to 7 months), respectively, for the patients treated without 
delay and 28% (95% CI, 11% to 44%) and 6 months (95% CI, 
3 to 10 months) for the delayed PTR group (P = 0.37).

Delay in starting radiotherapy is unacceptable to many 
oncologists because it may affect outcomes by permitting 
tumor progression through the proliferation of clonogenic 
cells, retarding the benefits of PTR and causing psychological 
suffering. Theoretically, the risk of death may be increased 
by the prolongation of venous obstruction with the potential 
for laryngeal edema, thrombosis, encephalopathy, and 
irreversible central nervous system damage. Two pivotal 

Table 1: Comparisons between patients with different 
timing of palliative thoracic radiotherapy for superior 
vena caval obstruction by lung cancer
Feature Palliative thoracic radiotherapy

Prompt
(n=13)

Delayed
(n=29)

P value

Mean age in years 55 52.8 0.41
Lung cancer stage* >0.99

IIIB 9 (69) 20 (69)
IV 4 (31) 9 (31)

Coexisting illness† 0.70
Absent 8 (62) 16 (55)
Present 5 (38) 13 (45)

Venous collaterals 0.70
Absent 8 (62) 16 (55)
Present 5 (38) 13 (45)

Histology‡ 0.23
NSCLC 11 (92) 19 (70)
SCLC 1 (8) 8 (30)

Values in parenthesis are percentages; *American Joint Committee on Cancer 
staging system; †Hypertension, Coronary artery disease, Diabetes mellitus, 
Hepatitis; Second primary cancer; ‡NSCLC = Non-small cell lung cancer; SCLC 
= Small cell lung cancer; 39 evaluable people because three patients had a 
cytologic diagnosis of ‘carcinoma’;
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reports about this disease condition concluded that SVCO 
does not constitute a radiotherapeutic emergency because 
there is little shown evidence that venous obstruction has 
caused life-threatening situations (i.e., cerebral or laryngeal 
edema) and the patient’s demise was the direct result of 
SVCO.[2,5] Furthermore, it has been observed that individuals 
have survived despite unrelieved blockage. Albeit the issue 
of PTR timing for SVCO may be contentious, we believe 
that treatment should not be initiated without a histological 
diagnosis of malignancy. Furthermore, we agree with the 
prevalent opinion that PTR is urgently required when 
stridor, cyanosis, tachypnea in an upright position in the 
absence of congestive heart failure, hemodynamic instability, 
or altered state of consciousness from cerebral edema are 
manifested in patients with SVCO-LCa.

In conclusion, our retrospective study suggests that a short 
delay in the onset of PTR may not be harmful. Moreover, 
it highlights the efficacy of PTR in the alleviation of SVCO 
by LCa. Consensus guidelines (based on the balance of 
evidence from retrospective studies and expert opinion) 
are needed considering the fact that the disturbing acute 
clinical manifestations of SVCO would negate undertaking 
a clinical trial.
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Serum hepcidin and 
chronic obstructive 
pulmonary disease

Sir,
The recent report on serum hepcidin and COPD is very 
interesting.[1] Duru et al. concluded that “serum hepcidin level 
may be a useful marker in COPD.”[1] As Duru et al. proposed, 
a  further confirmation is required. An important point is there 
is no complete assessment on hepatitis profile (such as hepatitis 
B, hepatitis C, etc.) needed. Also, some genetic disorders 
can also alter the hepcidin level that has to be ruled out. 
Thalassemia[2] as well as some other rare genetic mutations[3] 
should be ruled out. It is still very inconclusive to conclude 
for any usefulness of hepcidin as a new biomarker for COPD.
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Authors' reply

Dear Editor,
Thank you so much for your feedback to our study. As we 
mentioned for constructs of the study, we lived difficulties 
to find patients only COPD without additional diseases.[1,2] 
For this reason, we decided to exclude the patients having 
thalassemia and hepatitis. Undoubtedly, there is far more way 
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