
 Received date: 16/01/2025
 Published date: 28/01/2026

N. Bougteb, S. El Hanafy*, C. Belhaj, S. Msika, H. Bamha, H. Arfaoui, H. 
Jabri, W. Elkhattabi, H. Afif

Osteoarticular Manifestations of Pulmonary 
Origin: Pierre Marie-Bamberger Syndrome (Case 

Report)

*Corresponding author
S. El Hanafy, Ibn Rochd University 
Hospital Center, Hassan II University, 
Casablanca, Morocco
Email: sofiaelhanafy@gmail.com

1

Journal of Clinical Case Reports, 
Medical Images and Health  

Sciences

Case report 

 Volume 14 Issue 3, 2026
 Article Information

DOI: 10.55920/JCRMHS.2026.14.001606

 Key Words: 
Hypertrophic Osteoarthropathy, 
Bronchopulmonary Cancer, Paraneo-
plastic Syndrome, Bone Scintigraphy

Ibn Rochd University Hospital Center, Hassan II University, Casablanca, Mo-
rocco

Abstract 
Hypertrophic osteoarthropathy (HOA), also known as Pierre Marie-Bamberger 
syndrome, is a rare osteoarticular condition most often associated with 
underlying pulmonary pathology, particularly malignancy. It can precede the 
discovery of cancer and constitute a true diagnostic warning sign.
We report the case of a patient presenting with diffuse polyarthralgia, clubbing, 
and general malaise, without respiratory symptoms. Thoracic imaging showed 
a process in the right upper lobe. Bone scintigraphy revealed bilateral and 
symmetrical uptake in the long bones, typical of HOA, without signs of bone 
metastasis. Transparietal biopsy confirmed a non-small cell bronchopulmonary 
carcinoma. This case illustrates the importance of HOA as a revealing 
paraneoplastic syndrome and the key role of bone scintigraphy in confirming 
the diagnosis.

Introduction
Hypertrophic osteoarthropathy (HOA), also known as Pierre Marie-

Bamberger syndrome, is a rare osteoarticular condition characterized by 
thickening of the periosteum of the long bones, clubbing of the fingers, and 
diffuse joint pain. First described at the end of the 19th century by Pierre Marie, 
and later by Bamberger, this clinical entity frequently occurs in the context of 
chronic pulmonary disease, particularly neoplastic disease (1).

Often overlooked or misdiagnosed, this syndrome can represent an 
important warning sign, especially in the case of undiagnosed bronchopulmonary 
cancer, which gives its recognition a major diagnostic role. The symptoms may 
precede the discovery of the underlying pathology by several months, justifying 
a thorough investigation to determine the etiology as soon as the characteristic 
osteoarticular signs appear.

Despite its rarity, HOA remains a relevant condition due to the increasing 
incidence of lung cancers and improvements in imaging techniques, allowing 
for earlier detection. We report the case of a lung carcinoma revealed by HOA 
without respiratory symptoms.

Observations
This is Mr. A.M., a 47-year-old man, a former chronic smoker, with no known 

comorbidities. The symptoms began three months before his admission with 
the gradual onset of bilateral and symmetrical inflammatory polyarthralgia, 
predominantly affecting the knee and ankle joints, without any history of 
trauma or triggering factor. A few weeks later, the condition progressed with the 
appearance of lower limb edema, accompanied by progressive hypertrophy of 
the fingers. The clinical picture then included symmetrical distal paresthesia, as 
well as joint pain localized to the wrists and proximal and distal interphalangeal 
joints, without clear signs of joint inflammation or effusion detected on 
initial examination, and without other associated symptoms, particularly no 

https://dx.doi.org/10.55920/JCRMHS.2026.14.001606


2

respiratory symptoms. This all occurred in the context of a 
deterioration of general health, characterized by asthenia, 
anorexia, and weight loss of 9 kg over 3 months.

The clinical examination revealed a patient in good 
general condition with clubbing of the fingers and 
hypertrophy of the distal phalanges, lower limb edema with 
pitting and a negative Homans' sign (Figures 1, 2, 3).

The cardiopulmonary examination was unremarkable. 
The musculoskeletal examination showed a painful gait with 
short steps and impaired muscle strength, with joint effusion 
in the large joints and diffuse bone pain on palpation of the 
long bones, without osteoarticular deformation. The rest of 
the physical examination was unremarkable.

A frontal chest X-ray showed an inhomogeneous, 
spiculated opacity in the right hilum associated with 
diffuse bilateral infiltrates and bilateral pleural thickening. 
A contrast-enhanced chest CT scan showed a pulmonary 
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process in the right upper lobe (Figure 4). As part of the 
investigation of the osteoarticular manifestations, a 
whole-body bone scintigraphy with technetium-99m was 
performed, which showed diffuse, linear, bilateral, and 
symmetrical uptake in the long bones, predominantly in the 
upper and lower limbs, sparing the joints and without any 
focal lesions suggestive of bone metastases, a scintigraphic 
appearance typical of hypertrophic osteoarthropathy 
(Figure 5).

Flexible bronchoscopy revealed thickening of the 
superior and inferior lobar spurs in the right bronchi, a 
reduction in the caliber of all orifices, and compression of 
the middle lobar orifice. Biopsies taken from the superior 
and inferior lobar spurs were unremarkable.

Confirmation was obtained by CT-guided transbiopsy 
showing a poorly differentiated and invasive non-small 
cell carcinoma consistent with a primary non-mucinous 
pulmonary adenocarcinoma.

For staging purposes, the patient underwent a brain 
MRI, which was normal, and a PET-CT scan, which showed 
a hypermetabolic and heterogeneous right upper lobe 
pulmonary process with areas of necrosis, a maximum 
standardized uptake value (SUVmax) of 13.4, and an 
estimated metabolic volume of 134 cm³, with diffuse 
skeletal uptake that was homogeneous and without any 
abnormalities of the bone structure.

The multidisciplinary team decided to refer the patient 
for neoadjuvant chemotherapy followed by complete 
surgical resection.

Discussion
Hypertrophic pulmonary osteoarthropathy, or Pierre 

Marie–Bamberger syndrome, is a paraneoplastic syndrome 
of unknown origin that classically manifests as an abnormal 
proliferation of the skin and periosteal tissues. This 
syndrome presents with specific clinical characteristics such 
as clubbed fingers, periostitis of the long tubular bones, and 
polyarthritis (2). This condition can be primary or secondary 
to pulmonary diseases, particularly bronchopulmonary 
cancers (in 5% of cases), pulmonary fibrosis, chronic 
infections (tuberculosis), or cyanotic heart disease, with 
95% to 97% being secondary (3), as in the case of our 
patient.

Currently, the pathophysiology of this systemically 
mediated HOA is poorly understood and likely multifactorial, 
involving the release of growth factors by the tumor or 
affected tissues, leading to abnormal vascularization, 
periosteal proliferation, and soft tissue edema.

Clinically, patients present with clubbing of the fingers, 
painful swelling and tenderness of the extremities with 
pain in the adjacent joints, joint effusions, and periosteal 
reactions of the tubular bones of the extremities. The pain 
is a non-inflammatory pain in the large joints that does not 
respond to analgesic medications. HOA tends to be more 
pronounced distally, frequently affecting the hands and feet, 
knees and elbows, and less often the shoulders and hips. 
These symptoms may precede the underlying pulmonary 
disease by months (4-9).

Radiologically, the long tubular bones of the 
appendicular skeleton show a systemic, bilateral, and non-
aggressive-appearing periosteal reaction. This bilateral 
periostitis, when observed, should raise suspicion of HOA. 
On bone scintigraphy, a typical subperiosteal hyperuptake 
is usually detected, described as the (parallel line or double 
band) sign [10]. These signs were observed in 17% of bone 
scans performed as part of the metastatic workup in cases 
of bronchial cancer (10).

Purely symptomatic treatment is often ineffective. 
Treatment is based primarily on that of the associated lung 
tumor: generally, this involves surgical resection of the 
lesion. In cases where treatment of the primary condition 
alone is ineffective, bisphosphonates have been reported as 
an effective second-line therapy (11).

Conclusion
Hypertrophic osteoarthropathy is a rare paraneoplastic 

syndrome that can precede the discovery of lung cancer. 
Its clinical recognition, associated with clubbing and bone 
pain, should prompt a systematic investigation to search 
for an underlying neoplasm. Bone scintigraphy is a key 
examination to confirm periosteal involvement, distinguish 
HOA from bone metastases, and guide management. This 
case illustrates the importance of early diagnosis, allowing 
for rapid and optimal therapeutic management of the 
patient.
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