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Table 1. Hospitalisation and cost ($) 

cost* G-CSF Control P value 

Number of hospitalisations 18 19 NS* 

Mean toxicity-related days of 6.4 2 9.1 18.0 t 13.2 0.003t 
hospitalisation f S.E. 

Mean hospitalisation + G-CSF cost/cycle $2282 $3232 NSt 
f S.E. (* 1345) (-c 2283) 

One day of hospitalisation is about $450. * Fisher’s test x2. t Mann-Whitney test. 

However, the mean duration of delays between cycles was 
reduced from 9 days in the control to 4 days in the G-CSF treated 
patients (P = 0.01). The overall response rates were similar, 
being 78% in the group treated with G-CSF and 88% in the 
control group. 

As shown in Table 1, while the number of hospitalisations was 
similar in the two groups, there was a significant decrease in the 
mean duration of hospitalisation for toxicity per patient treated 
with G-CSF compared with the control group (6.4 + 9.1 versus 
18 k 13.2 days; P = 0.003). Taking into consideration the cost 
of G-CSF and the cost of hospitalisation, the mean cost per 
cycle was $3232 +- 2283 in patients treated with chemotherapy 
without G-CSF compared to $2282 ? 1345 in patients treated 
with G-CSF. This difference was non-significant. 

In conclusion, the prophylactic use of G-CSF in patients 
with HIV-related NHL receiving intensive chemotherapy is 
associated with a significant reduction of treatment-related mye- 
losuppression, with a decrease of the overall cost of the treat- 
ment, although not at a statistically significant level. Further 
studies should be undertaken in order to evaluate whether G- 
CSF can be efficaciously given for a shorter period of time in 
order to further decrease the cost of the overall treatment. 
Finally, with the experience accumulated in these years, some 
patients with AIDS-related NHL can be safely treated with 
intensive chemotherapy regimens and G-CSF also in an out- 
patient setting. 
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SYMPTOMATIC CONTROL of the carcinoid syndrome can be achi- 
eved by somatostatin therapy in as many as 50-87% of all 
patients [l, 21. In addition, in a small percentage (4.4%) of 
patients with neuroendocrine tumours of the gastroenteropan- 
creatic system, partial regression, defined as tumour shrinkage 
by 30% or more, has been observed after 3 months of treatment 
with 200 p.g octreotide, subcutaneously (s.c.), every 8 h [3]. 
Due to the inconvenience of three daily S.C. injections of 
somatostatin analogues, such as octreotide or lanreotide, a depot 
formulation of lanreotide has been developed [4-6]. The purpose 
of this study was to evaluate the efficacy of fortnightly intramus- 
cular (i.m.) injections of 30 mg of depot lanreotide in patients 
with carcinoid syndrome. 

All patients included in the study were ambulatory, main- 
tained a reasonable state of nutrition, had histologically-con- 
firmed metastatic carcinoid tumour disease with elevated urinary 
5-hydroxy-indolic acid excretion, and suffered from carcinoid 
syndrome. Moreover, all patients had measurable tumour 
masses to serve as objective indicators of response to therapy. 
All patients gave informed consent to participate in the study, 
which was approved by the ethics committee of Benjamin 
Franklin Medical Center. Patients’ characteristics are shown in 
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Table 1. Patients’ characteristics and therapeutic response 

No. of patients 

No. of patients entered 
No. of patients evaluable for response (at 12 
months) 

Female/male 

Median age, years (range) 

ECOG performance score 
1 
2 

Symptoms 
Flushing 
Diarrhoea 
Abdominal pain 

Median pretreatment chromogranin A level 
(ng/ml) (range) 
Median post-treatment chromogranin A level 
(ng/ml) (range) 

Site of primary 
Stomach 
Pancreas 
Ileum 
Appendix 
Unknown 

Site(s) of secondaries 
Liver 
Mesentericiparaaortic lymph nodes 
Peritoneal carcinosis 

Tumour response (UICC) 
Objective tumour regression 
Stable disease 
Progressive disease 

Symptomatic control/improvement 
Flushing 
Diarrhoea 
Abdominal pain 

Toxicity 
Local pain (at injection site) 
Gall stones 

18* 

12 

418 

58 (31-84) 

10 
2 

7 
12 
6 

389(7134 000) 

265(18-100 000) 

8 
4 
3 

0 
7 
5 

617 
5112 
316 

9 
2 

*There were 4 “drop-outs” after 7 days (n = 2) or after 1 month (n = 2) 
because of severe pain at the injection site (n = 2), severe pancreatic 
insufficiency (n = 1) or loss of libido (n = 1). In 2 other patients, 
lanreotide treatment was stopped after 3 or 6 months due to tumour 
progression. 

Table 1. Tumour growth was evaluated at 3,6,9 and 12 months 
by abdominal computed tomography, abdominal ultrasound 
scans and chest X-rays. Serum chromogranin A levels were also 
determined at 3-month intervals. An objective response was 
declared if bidimensionally measurable lesions decreased by at 
least 50% in the product of largest perpendicular diameters. 
Stable disease was assumed if less than a 25% increase or less 
than a 50% decrease in tumour size was seen. Progressive disease 
was defined as an increase in tumour size by more than 25% or 
new tumour lesions. 

In case of progressive disease, lanreotide therapy was stopped. 
In 1 patient injection intervals were shortened from 14 to 10 
days, and in another to 7 days, in order to control symptoms. Of 
the 18 patients who entered the study, there were 4 “drop-outs”: 2 
patients discontinued the study after 7 days due to loss of libido 

or severe pain at the injection site, respectively. 2 other patients 
discontinued the therapy after 1 month due to severe local pain 
and severe exocrine pancreatic insufficiency, respectively. In 2 
patients, lanreotide therapy was stopped after 3 and 6 months 
due to tumour progression. 

Therapeutic response and toxicity data are shown in Table 1. 
Among the 12 patients treated for 12 months, flushing was 
abolished or reduced in 617 (85.7%), and diarrhoea in 5/12 
patients (41.7%). Abdominal pain was alleviated in 3/6 patients 
(50%). There were no objective responses in terms of tumour 
shrinkage. Nevertheless, stable disease was observed in 7 pati- 
ents. Progressive disease was seen in the other 5. Since lanreotide 
therapy had to be discontinued due to tumour progression in 2 
other patients, 3 and 6 months after starting therapy, the total 
number with progressive disease was 7114 (50%) patients treated 
for longer than 1 month. 

Toxicity mainly consisted of local reactions and of transient 
(the first 2 days after injection) diarrhoea or steatorrhoea. In 21 
18 patients who entered the study, lanreotide therapy had to be 
discontinued due to severe local pain after 7 days and 1 month 
of therapy, respectively. Formation of gall stones was encoun- 
tered in 2 patients. 

Thus, somatostatin therapy with the depot formulation of 
lanreotide given i.m. every 7 to 14 days is an attractive and 
effective treatment modality for the symptomatic control of the 
carcinoid syndrome. 
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AFTER THE identification of hepatitis C virus (HCV) as the major 
causative agent of post-transfusion and sporadic non-A, non-B 


