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shown; 60.7% of group B patients achieved disease 
control (GH <2.5μg/l and normal IGF1).

A subgroup of 55 patients was treated with so-
matostatin analogues and did not receive radiation 
therapy. As shown in Table 2, 24 patients (43.6%) 
demonstrated shrinkage of the pituitary adenoma by 
33.3% in response to therapy. Responders had statisti-
cally higher prevalence of macroadenomas (83.3% 
vs 51.6%, p=0.030), larger adenoma size (17.1±9.8 
vs 10.5±7.8mm p <0.001) and higher pre-treatment 
GH levels (20.2±16.6μg/l vs 13.2±11.9μg/l p=0.043) 
compared to non-responders (Table 2). Furthermore, 
70.8% of the responders achieved biochemical con-
trol vs 25.8% of the non-responders, p <0.001). In 
40 patients somatostatin analogues were given as 
first-line treatment and in 15 as second-line treat-
ment after transsphenoidal resection. Somatostatin 
analogues were equally effective in inducing tumor 
size reduction in both groups (47.5% in the first-line 
treatment group and 33.3% in the second-line treat-
ment group). Tumor shrinkage was positively cor-
related to pre-treatment size in both groups (r=0.47, 
p=0.024 for first-line treatment and r=0.63, p=0.011 
for second-line treatment) as depicted in Figure 4. 
In order to identify predictors of tumor response 
to somatostatin analogues we performed univariate 
logistic regression analyses. The following factors 
were able to predict response: pretreatment adenoma 

size (odds ratio 1.11, 95%CI: 1.01-1.21, p=0.018) and 
biochemical control of acromegaly under treatment; 
patients with biochemical control had an odds ratio 
of having tumor shrinkage of 7.0 (95%CI: 2.1-23, 
p=0.001). Multivariate logistic regression analysis 
showed that both factors were independent predic-
tors of tumor response to somatostatin analogues 
(pretreatment tumor size; odds ratio 1.15, 95%CI: 
1.03-1.28, p=0.013, control of acromegaly odds ratio 
9.75, 95%CI: 2.40-39.47, p=0.001). Pretreatment GH 
levels were related to tumor size (r=0.36, p=0.011) 
and were not independently associated with response 
of the tumor to SSAs. Before somatostatin treatment, 

Table 2. Demographic, clinical and biochemical characteristics of responders vs non-responders to somatostatin analogues in terms of tumor 
size reduction

Responders
n=24

Non Responders
n=31

P-value

Women (%) 16 (66.7) 21 (67.7) 0.830
Macroadenomas (%) 20 (83.3) 16 (51.6) 0.030
Age (years) 52.8±12.8 51.6±11.4 0.722
Surgery (%) 5(20.8) 10(32.5) 0.511
Duration of treatment (months) 51.9±41.7 45.0±43.2 0.274
GH before treatment (μg/l) 20.2±16.6 13.2±11.9 0.043
GH under treatment (μg/l) 2.5±21.6 3.7±4.48 0.212
IGF1 before treatment (μg/l) 669±183 665±293 0.930
IGF1 under treatment (μg/l) 279±171.5 381±268.8 0.094
Tumor size before treatment (mm) 17.1±9.8 10.5±7.8 <0.001
Acromegaly control [GH <2.5 μg/l and normal IGF1](%) 17 (70.8) 8(25.8) <0.001

Figure 4. Correlation of tumor size reduction with initial tumor 
size in patients to whom somatostatin analogues were given as 
(a) first-line treatment (b) second-line treatment after transsphe-
noidal resection.


