
Table 1. Remission rates and relative criteria in different studies on acromegalic patients surgically treated

Study Year No. cases
Remission rate  

(%, total)
Remission rate  

(%, micro)
Remission rate  

(%, macro) Criteria of cure

Losa et al 1989 29 55% / / GH nadir <1 μg/l, normal IGF-I

Tindall et al 1993 91 82% / / GH <5 μg/l

Fahlbusch et al 1997 396 58% 68% 54% GH nadir <2 μg/l

Lissett et al 1998 73 17.8% 38.8% 11.8% GH <2 μg/l

Ahmed et al 1999 139 67% 91% 46% Mean GH <2 μg/l

Shimon et al 2001 98 74% 84% 64% GH nadir <2 μg/l, normal IGF-I

Nomikos et al 2005 506 57% 75% 51% GH nadir <1 μg/l, normal IGF-I

Abbassioun et al 2006 108 64% / / GH <3 μg/l

Petersenn et al 2008 554 54.3% 54% 67% GH < 2.5 μg/l

Gondim et al 2010 67 74.6% 85.7% 71.7% GH nadir <1 μg/l, normal IGF-I

Kristof et al 2011 96 72.9% / / GH nadir <1 μg/l, normal IGF-I

Dusek et al 2011 53 59.2% 76.9% 52.8% GH nadir <1 μg/l, normal IGF-I

Wang et al 2012 43 67% 77% 63% GH nadir <0.4 μg/l, normal IGF-I

Present study
Group A 41 58.5% 75% 48% GH nadir <1 μg/l, normal IGF-I

Group B 126 37% 34% 36% GH nadir <1 μg/l, normal IGF-I
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INTRODUCTION

Acromegaly is a rare chronic disease caused in 
almost all patients by a growth hormone-secreting 
pituitary adenoma, with an annual incidence of 3-4 
cases per million and an estimated prevalence of 40-
70 cases per million, with an average age at diagnosis 
of 44 years. 

Despite the improvement of biochemical and 
neuroradiological techniques, the insidious clini-
cal manifestations of acromegaly lead to a delay in 
diagnosis of from 5 up to 10 years after onset of the 
disease.1-4 Furthermore, untreated acromegaly is asso-
ciated with enhanced morbidity and mortality, mainly 
due to cerebrovascular, cardiovascular, metabolic 
and respiratory comorbidities, with a 30% decrease 
in life expectancy. In fact, retrospective studies of 
acromegalic patients indicate a 10-year reduction 
in lifespan with at least a doubling of standardized 
mortality rates (SMRs) due to the detrimental effect 
of excess of growth hormone (GH) and IGF-I.5,6 

Treatment of acromegaly is therefore aimed at 
reducing GH and IGF-I values to normal range and 
to correcting symptoms due to the mass effect of the 
tumor, such as visual defects and headache. According 
to the Acromegaly Consensus Group current guide-

lines for disease management, the transsphenoidal 
(TNS) neurosurgical approach remains a primary 
option.7 In fact, surgical treatment is able to offer 
a rapid and, in most cases, permanent reduction in 
GH and IGF-I levels and to relieve mass effect of 
the tumor. In those patients in whom surgical treat-
ment is contraindicated or refused, radiotherapy and 
medical treatment with somatostatin analogs and/or 
growth hormone receptor antagonists are valuable 
treatment modalities. 

Over recent decades, many data about surgical 
treatment of GH-secreting pituitary adenomas have 
been published. However, the remission rates vary 
widely and are poorly comparable, this owing to 
heterogeneous criteria used to define biochemical 
remission of acromegaly (Table 1).8-20 An emerging 
aspect is the demonstration that the outcome of sur-
gical treatment for acromegaly is strictly influenced 
by the surgical learning curve and, therefore, by the 
experience of the neurosurgeon, especially in patients 
with macroadenoma or extrasellar invasion.11,19-22 Even 
in the event of a second surgical treatment, a neuro-
surgical dedicated team is able to improve significantly 
the final outcome of acromegalic patients.23,24 

The aim of this study was to retrospectively in-
vestigate the efficacy, tolerability and impact of a 




