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experts in the field reviewed and updated previous 
concepts, revisiting old claims and incorporating 
new information.

The therapeutic management of HPT is by no 
means ambiguous, but there is still room for debate 
as well as potential for advancement. This review will 
address the major considerations regarding treatment 
and follow-up of patients with primary hyperpar-
athyroidism as these have come to light through the 
Workshops’ guidelines over the past few years.

1990: Setting the trends

In 1990, following the First International Workshop 
on PHPT,5 the specialist panel announced the creation 
of a new clinical profile of the disease, distinguished 
by mild hypercalcemia and absence of bone or renal 
disease, namely, asymptomatic PHPT (aPHPT). They 
were careful to stress that, even though the condition 
appeared benign, there was not enough information 
to support this claim in the long term. They were 
particularly concerned that chronic exposure to para-
thyroid hormone (PTH) could lead to silent bone loss 
and increased fracture risk. Notwithstanding, they 
did not go as far as to recommend anti-osteoporotic 
treatment for patients with aPHPT.

In their statement, aPHPT was defined as a bi-
ochemically confirmed disease without signs and 
symptoms attributable to it. “Attributable” is the 
key word here. Namely, aPHPT patients may well 
be symptomatic, but neither can said symptoms be 
easily identified nor can they be attributed to PHPT; 
the experts referred to “several vague symptoms that 
cannot be definitively attributed to primary HPT but 
may instead be nonspecific or arise from a coexisting 
condition”. Subsequently, using questionnaires related 
to mental health, multiple studies consistently found 
that parathyroidectomy was followed by Quality of 
Life improvement in patients who were considered 
asymptomatic,6-9 indicating that neuropsychiatric 
symptoms may be underreported or underestimated 
and parathyroid surgery can help unmask them.10

Although concerned about late complications, 
the experts agreed that medical monitoring could be 
considered a viable option for aPHPT patients, when 
certain criteria were met (serum calcium only mildly 
elevated/no previous episodes of life-threatening 
hypercalcemia/normal renal and bone status), but 
criteria for surgical intervention were also developed 
(Table I). Moreover, despite the lack of evidence-
based specific thresholds, the panel suggested empiri-
cal values, upon which general agreement had been 

Table I. Guidelines for surgical intervention in aPHPT patients(adapted from original)
Measurement 1990 2002 2008 2014
Serum calcium  
(> upper limit  
of normal)

A. 1-1.6 mg/dl
B. Life-threatening 

hypercalcemia

1 mg/dl 1.0 mg/dl 1.0 mg/dl

Renal A. eGFR reduced by 
>30%

B. 24-h urine for 
calcium >400 mg/dl

C. Presence of kidney 
stone(s) detected 
by abdominal 
radiograph

A. eGFR reduced  
by >30%

B. 24-h urine for calcium 
>400 mg/dl

A. eGFR <60 ml/min
B. 24-h urine for 

calcium not 
recommended

A. eGFR <60 ml/min
B. 24-h urine for calcium >400 mg/

dl and increased stone risk by 
biochemical stone risk analysis

C. Presence of nephrolithiasis 
or nephrocalcinosis by x-ray, 
ultrasound, or CT

Skeletal BMD: Z-score <-2.0 
(forearm)

BMD: T-score <-2.5 at any 
site

BMD: T-score <-2.5 
at any site and/or 
previous fracture 
fragility

A. BMD by DXA: T-score <-2.5 at 
lumbar spine, total hip, femoral 
neck, or distal 1/3 radius

B. Vertebral fracture by x-ray, CT, 
MRI, or VFA

Age <50y <50y <50y <50y


