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1  |  INTRODUCTION

Pachydermoperiostosis (PDP) also known as Touraine– 
Solente– Gole syndrome, the primary form of hypertro-
phic osteoarthropathy (HOA) is a rare genetic disorder 
that is characterized by clubbing of fingers or toes, pachy-
derma usually involving the face and scalp and swelling 
of periarticular tissue, and subperiosteal new bone for-
mation (periostitis).1 Additional manifestations include 
hyperhidrosis, acne, arthropathy, and acro- osteolysis of 
long bones.2 PDP closely resembles pulmonary HOA, 
but it has not been demonstrated associating with vari-
ous heart and lung diseases.3 PDP is a familial disorder 
inherited as an autosomal dominant trait with incom-
plete penetrance and variable expression. Three forms 
of PDP have been described: complete form (clubbing, 

pachyderma, and periostitis), incomplete form (club-
bing and periostitis without pachyderma), and forme 
fruste (pachyderma with minimal to absent skeletal 
changes).4,5 Diagnosis of PDP is made clinically when at 
least two of the following features are present: positive 
family history, clubbing, hypertrophic skin changes, and 
bone pain/radiographic changes.6 Manifestations of the 
disease usually occur in adolescence, progress for 2– 3 de-
cades, remain stable thereafter and are associated with 
significant morbidity as age advances. Adolescent males 
are predominantly affected, with male- to- female ratio of 
approximately 7:1.7,8

We report a case of an adult male who had visited 
many health centers but was diagnosed as acromegaly and 
presented to our center with non- resolving complaints of 
excessive sweating and progressive enlargement of hands 
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and feet with gradual coarsening of facial features. From 
detailed examination and investigations, a diagnosis of 
PDP was made.

2  |  HISTORY

A 38- years- old male, presented to Endocrinology outpa-
tient department (OPD) with the chief complaints of pro-
gressive enlargement of both hands and feet, excessive 
sweating, and prominent folds of skin on the forehead 
and scalp for 10 years. He also complained of bilateral 
knee pain which was insidious on onset, mild in sever-
ity, and relieved by over- the- counter medications. He had 
sought medical attention multiple times in the past with 
the same complaints. He consumes alcohol twice weekly 
and smokes 3– 4 cigarettes per day for 22 years. There is 
no history of consanguinity or similar illness in the family 
members. He gave a history of excessive mucoid discharge 
from bilateral eyelids which appeared swollen. He also 
complained of profuse sweating (hyperhidrosis) requir-
ing change of clothes multiple times every day. There was 
no history of fever, chest pain, rashes, fatigue, tremors, 
changes in voice, headache, visual complaints, or urinary 
symptoms, and no history of diabetes mellitus, thyroid 
disorders, or hypertension diagnosed in the patient.

On examination, the patient was well- built, alert, well 
oriented and hemodynamically stable. He had prominent 
and multiple skin folds on the forehead and on the scalp 
(Figure  1 left, and Figure  2). Enlargement of bilateral 
hands, feet, distal forearm, and swelling of the knee and 
ankles were also noted. There was grade IV clubbing of 
all the fingers and toes (Figure 3). Anthropometric mea-
sures were as follows: height 165 cm, weight 56 kg, BMI 
20.57 kg/m2, waist circumference of 74 cm, and arm cir-
cumference was only 24 cm, and symmetrically reduced 
muscle bulk was noted in bilateral arms and thighs which 

appeared small in contrast to the enlarged distal limbs 
(hand and feet).

Laboratory tests showed normal CBC, RFT, LFT, TFT, 
URIC ACID, CALCIUM, LIPID PROFILE, URINE R/M/E, 
ANA, RA FACTOR, AND ANTI CCP. A provisional diag-
nosis of PDP was made and investigations were done to 
rule out secondary causes of osteoarthropathy with CXR, 
ESR, and CRP. Prior to the visit to Endocrine OPD at our 
Center, he had been evaluated for acromegaly and MRI 
Sella had been done and reported normal. Insulin- like 
growth factor 1 (IGF- 1) level was not done due to the ab-
sence of facial features of acromegaly as well as cost issues.

Radiographs of bilateral knee joints Anteroposterior 
and Lateral view (Figure  4) show diffuse cortical thick-
ening involving bilateral distal femoral diaphysis and 
metaphysis with periosteal reaction more appreciated 
posteriorly, similar but milder changes in fibula and tibia 
also. Radiographs of the bilateral ankle and foot (Figure 5) 
show cortical thickening with fluffy periosteal reaction 
in the bilateral tibia, fibula, milder changes in the talus 
and navicular in dorsal and medial aspects. Radiographs 
of the hand (Figure 6) show cortical thickening and peri-
osteal reaction in the dorsal radius and ulna, and corti-
cal thickening in the middle and proximal phalanx of all 
fingers. The abovementioned radiographic features are 
consistent with PDP. Chest X- ray PA view shows mild ir-
regularity in the undersurface of scapula noted bilaterally, 
more in right than the left. MRI of the brain showed no 
abnormality.

The patient was treated as a case of PDP on an OPD 
basis and Tab etoricoxib (A selective COX- 2 inhibitor) 
60 mg once daily was given for initial 3 months. He fol-
lowed up at the end of the third month and there were 
marked changes seen in his forehead (Figure 1, right), soft 
tissue swelling had markedly subsided at both feet as com-
pared to his initial visit, although he complained of non- 
resolving of hyperhidrosis and knee pain.

F I G U R E  1  Coarse facial features, 
before (left) and after (right) 3 months of 
etoricoxib therapy.
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3  |  DISCUSSION

HOA can be broadly divided into primary and secondary 
HOA. PDP, a rare genetic disorder is a primary HOA that 
has three forms: complete form, incomplete form, and 

forme fruste. HOA was described as “hyperostosis” by 
Friedreich, in 1868. In 1935, Touraine, Solente and Gole 
introduced PDP as a primary entity of HOA.9 The pre-
cise incidence of this syndrome is unknown. According 
to one study, it has an estimated prevalence of 0.16%.10 
Men are affected more severely than women. Women 
often have milder findings, and their disease may remain 
undetected.11 The onset of PDP is bimodal. The first peak 
of incidence is during the childhood of life and the sec-
ond at adolescence progresses gradually over the next 
5– 20 years.12

The pathogenesis of PDP is not clearly understood. 
However, various studies have been carried out and have 
postulated theories regarding its pathogenesis. Mutations 
in the SLCO2A1 gene and HPGD gene have been identified. 
SLCO2A1 gene encodes prostaglandin transporter protein 
which is responsible for cellular uptake of prostaglandin 
E2 (PGE2). HPGD gene encodes 15- hydroxyprostaglandin 
dehydrogenase, which is a responsible enzyme for prosta-
glandin catabolism. So, mutation of both above- mentioned 
genes results in an increased level of PGE2 which is re-
sponsible for skin and skeletal changes in PDP.13 PGE2 is 
responsible for both stimulation and inhibition of bone 
resorption by stimulating the cyclic AMP production.14 
There are two main receptors of PGE2 in bone cells that 
can increase cyclic AMP; namely EP2 and EP4 receptors.15 
The EP4 receptor is important in mediating the stimula-
tion of bone resorption by increasing the activity of osteo-
clasts.16 PGE2 acts on the EP2 receptor and stimulates bone 
formation by stimulation of osteoblast precursor cells.17,18 
Hence, PGE2 can stimulate the activity of both osteoblasts 
and osteoclasts, which is thought to be responsible for os-
teolysis and also periosteal bone formation resulting in 
typical acral and other skeletal features of PDP.12 Also, 
PGE2 causes prolonged vasodilation which may explain 
the digital clubbing.19,20 Novel SLCO2A1 mutations have 
been described in a Lebanese family,21 a Korean family,19 
and a Chinese family,22 as having a novel nonsense muta-
tion p.E141* of the SLCO2A1 gene in a Japanese one23 and 
a novel homozygous truncating mutation in HPGD gene 
has been described in Turkey.24

The diagnostic criteria for PDP are, Major criteria: 
Pachyderma, periostosis, finger clubbing, and Minor cri-
teria: Hyperhidrosis, arthralgia, gastric ulcer, cutis ver-
ticis gyrata, blepharoptosis, joint effusion, column- like 
legs, edema, flushing, seborrhea.8,25 Typical radiological 
features of PDP are symmetrical Subperiosteal new bone 
formation in the long bones usually radio- ulna, tibia and 
fibula (mostly involving the distal end of the bones) but 
not uncommon in metatarsals, metacarpals, and pha-
langes. These radiographic features present in our pa-
tient were similar to those reported by Sasane et al.26 and 
Rastogi et al.27

F I G U R E  2  Cutis verticis gyrata.

F I G U R E  3  Clubbing of fingers and toes.
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Our patient had all the three major criteria as well as 
most of the minor criteria like hyperhidrosis, arthralgia, 
cutis verticis gyrate, acne and seborrhea, rendering the 
case as a complete form of PDP which was supported by 
relevant blood investigation and the radiological features 
completely resembling the picture of PDP. Along with 
the classical picture of PDP, our patient also had ropy dis-
charge from both eyes (symptoms began along with other 
PDP features and progressed with time) for which he used 
various antibiotic eye drops but that could not help him to 
get rid of the condition. He had prominent skin folds on 
the scalp resembling sulci and gyri of the brain, referred as 
cutis verticis gyrate and prominent folds on the skin of the 
forehead resembling “Leonine Facies” which is usually a 
late feature of the disease. In addition to these features, 
Honório MLP et al.1 have also reported soft nodules with 
alopecia on their surfaces.

The clinical picture is very important in distinguishing 
primary and secondary HOA supported by the radiolog-
ical findings. The secondary form is usually preceded by 

lung disorders (carcinoma of the lung, cystic fibrosis, or 
any other form of chronic infectious conditions of lungs), 
cardiac disorders, and gastrointestinal or hepatobiliary 
disorders like inflammatory bowel disease, carcinoma, 
and cirrhosis.28,29 As none of any premorbid conditions 
was present in our patient and also the involvement of 
epiphysis was evident from X- rays (secondary form typi-
cally spares epiphysis),30 secondary HOA can be ruled out.

PDP closely resembles acromegaly on the basis of clin-
ical and radiological pictures but contrary to PDP, there is 
facial bone enlargement, jaw prognathism, nose enlarge-
ment, zygomatic- arch prominence, blow ridge, forehead 
protrusion, swelling of lips and tongue, in acromegaly. 
Elevation of IGF- 1 level is diagnostic for acromegaly. We 
could not perform this test due to the inconvenience to 
the patient but he had an MRI head which supported rul-
ing out acromegaly. Also, the absence of typical acro- facial 

F I G U R E  4  X- ray AP and Lateral 
view of knee joint showing diffuse cortical 
thickening involving bilateral distal 
femoral diaphysis and metaphysis with 
periosteal reaction.

F I G U R E  5  X- ray of ankle and foot showing cortical thickening 
with fluffy periosteal reaction in bilateral tibia, fibula, milder 
changes in talus and navicular in dorsal and medial aspect.

F I G U R E  6  X- ray of hand showing cortical thickening and 
periosteal reaction in dorsal radius and ulna and middle and 
proximal phalanx of all fingers.
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enlargement made acromegaly less likely in our patient. 
Less common entities like thyroid acropachy (a compli-
cation of autoimmune thyroid disease), Psoriatic onycho- 
pachydermo periostitis, hypervitaminosis A, and Caffey 
disease are the differentials that should be kept in mind 
during workup with the symptomatology as we have dis-
cussed.8,29,31 But due to lack of clinical, laboratory, and 
radiological findings these differentials are less likely in 
our case.

The definitive treatment for PDP has not been well 
established. Treatment is mostly targeted at specific 
symptoms and is usually supportive. Nonsteroidal anti- 
inflammatory drugs (NSAIDs), colchicine, or corticoste-
roids are proved to be effective in alleviating arthralgia or 
arthritis- related symptoms.32 Retinoids like isotretinoin 
improve cosmetic features of this disease by inducing 
apoptosis within sebaceous glands and also decreasing 
procollagen mRNA in fibroblasts.33,34 Also, Colchicine 
gives a beneficial therapeutic response and improves 
skin manifestations by reducing chemotactic activity and 
tissue edema,35 and injection of botulinum toxin type A 
(BTX- A) may provide temporary cosmetic improvement 
for leonine facies.36

It has been experienced that arthroscopic synovectomy 
help to reduce joint swelling in patients with marked 
joint effusion or recurrent arthritis symptoms,37,38 but 
not much therapeutic benefit is experienced for arthral-
gia.39 Bisphosphonates like pamidronate or risedronate 
have been reported effective for joint symptoms due to 
antiresorptive and osteoclast inhibitory properties.37,40 
Studies have reported the significant role of etoricoxib, 
a selective cyclooxygenase- 2 inhibitor, in relieving or re-
tarding pachydermia progression and also improvement 
of clubbing and joint swelling.39,41 Two cases reported by 
Zhang et al.39 has highlighted the efficacy of etoricoxib 
in improving coarse facial features and joint pain but the 
dose of etoricoxib was less (30 mg/day, combined with oral 
aescin) compared to our case. In our patient, etoricoxib 
60 mg per oral once daily was started considering its safety 
and efficacy profile. Follow- up was done in 3 months. Eye 
symptom was completely resolved with a significant im-
provement of pachyderma in the face and scalp, however, 
hyperhidrosis and arthralgia still persist.

4  |  CONCLUSION

PDP is a rare genetic condition with unclear pathogen-
esis. Our patient had a complete form of PDP, with typi-
cal radio- clinical features. The patient responded well to 
etoricoxib therapy with a significant improvement of the 
pachyderma in the face and scalp. Safety and efficacy over 
long- term use are yet to be determined in further studies.

AUTHOR CONTRIBUTIONS
Abinash Baniya: Conceptualization; resources; writing 
–  original draft. Ayam Bhattarai: Resources; writing –  
review and editing. Bibek Devkota: Conceptualization; 
writing –  original draft. Saurav Khatiwada: 
Conceptualization; writing –  review and editing. Pramod 
Kumar Kafle: Writing –  original draft. Achyut Krishna 
Phuyal: Writing –  original draft. Manoj Shahi: Writing 
–  review and editing.

ACKNOWLEDGMENTS
We acknowledge our patient reported in this manuscript 
who gave us informed written consent for the publication 
of his case details.

CONFLICT OF INTEREST STATEMENT
We have no conflict of interest to disclose concerning this 
work.

DATA AVAILABILITY STATEMENT
The data that support the findings of this study are avail-
able from the corresponding author upon reasonable 
request.

CONSENT
Written informed consent was obtained from the patient 
to publish this report in accordance with the journal's pa-
tient consent policy.

ORCID
Abinash Baniya   https://orcid.org/0000-0003-0558-6074 
Manoj Shahi   https://orcid.org/0000-0002-4382-5155 

REFERENCES
 1. Honório MLP, Bezerra GH, Costa VLDC. Complete form of 

pachydermoperiostosis. An Bras Dermatol. 2020;95(1):98- 101. 
doi:10.1016/J.ABD.2019.04.009

 2. Castori M, Sinibaldi L, Mingarelli R, Lachman RS, Rimoin DL, 
Dallapiccola B. Pachydermoperiostosis: an update. Clin Genet. 
2005;68(6):477- 486. doi:10.1111/J.1399- 0004.2005.00533.X

 3. Narendra BS, Dharmalingam M, Kalra P. Acromegaloidism as-
sociated with pituitary incidentaloma. J Assoc Physicians India. 
2015;63(6):79– 82.

 4. Auger DM, Stavrianeas N. Pachydermoperiostosis Member of 
the European Editorial Committee of Orphanet Encyclopedia. 
Accessed January 31, 2022. http://www.orpha.net/data/patho/ 
GB/uk- pachy dermo perio stosis.pdf

 5. Touraine A. Un syndrome osteodermopathique: la pachyder-
mie plicaturee avec pachyperiostose des extremites. Presse Med. 
1935;43:1820- 1824.

 6. Borochowitz Z, Rimoin DL. Pachydermoperiostosis. Birth 
Defects Encycl. 1990;1349- 1350.

 7. Sahasrabhojaney: Touraine- Solente- Gole'syndrome –  Google 
Scholar. Accessed February 2, 2022. https://schol ar.google.
com/schol ar_looku p?journ al=J+India n+Acad+Commu 

https://orcid.org/0000-0003-0558-6074
https://orcid.org/0000-0003-0558-6074
https://orcid.org/0000-0002-4382-5155
https://orcid.org/0000-0002-4382-5155
https://doi.org//10.1016/J.ABD.2019.04.009
https://doi.org//10.1111/J.1399-0004.2005.00533.X
http://www.orpha.net/data/patho/GB/uk-pachydermoperiostosis.pdf
http://www.orpha.net/data/patho/GB/uk-pachydermoperiostosis.pdf
https://scholar.google.com/scholar_lookup?journal=J%2BIndian%2BAcad%2BCommunity%2BMed&title=Touraine-Solente-Gole%27%2Bsyndrome&author=VS%2BSahasrabhojaney&author=AV%2BHinge&author=SS%2BGhodeswar&author=AS%2BMachnurkar&author=AM%2BDaware&volume=6&publication_year=2005&pages=152-4&
https://scholar.google.com/scholar_lookup?journal=J%2BIndian%2BAcad%2BCommunity%2BMed&title=Touraine-Solente-Gole%27%2Bsyndrome&author=VS%2BSahasrabhojaney&author=AV%2BHinge&author=SS%2BGhodeswar&author=AS%2BMachnurkar&author=AM%2BDaware&volume=6&publication_year=2005&pages=152-4&


6 of 7 |   BANIYA et al.

nity+Med&title =Toura ine- Solen te- Gole%27+syndr ome&-
autho r=VS+Sahas rabho janey &autho r=AV+Hinge &autho 
r=SS+Ghode swar&autho r=AS+Machn urkar &autho 
r=AM+Dawar e&volum e=6&publi cation_year=2005&pages 
=152- 4&

 8. Martínez- Lavín M, Pineda C, Valdez T, et al. Primary hypertro-
phic osteoarthropathy. Semin Arthritis Rheum. 1988;17(3):156- 
162. doi:10.1016/0049- 0172(88)90017- 0

 9. méd AT- P. Undefined. Un syndrome osteodermopathique: la 
pachydermie plicaturee avec pachyperiostose des extremites. 
1935 Ci.Nii.ac.jpPaperpile. Accessed February 26, 2022. https://
ci.nii.ac.jp/naid/10015 48844 8/

 10. Jajic I. Epidemiology of hypertrophic osteoarthropathy. Clin 
Exp Rheumatol. 1992;10(SUPPL 7):13.

 11. Reginato AJ, Schiapachasse V, Guerrero R. Familial idiopathic 
hypertrophic osteoarthropathy and cranial suture defects 
in children. Skeletal Radiol. 1982;8(2):105- 109. doi:10.1007/
BF00349574

 12. Oikarinen A, Palatsi R, Kylmäniemi M, Keski- Oja J, Risteli J, 
Kallioinen M. Pachydermoperiostosis: analysis of the connec-
tive tissue abnormality in one family. J Am Acad Dermatol. 
1994;31(6):947- 953. doi:10.1016/S0190- 9622(94)70262- 4

 13. Li X, Hao D, Li- Ling J, Jiang X. Complete form of pachyder-
moperiostosis with cutis verticis gyrata resulting from the 
SLCO2A1 gene mutation. Indian J Dermatol Venereol Leprol. 
2019;85(6):681. doi:10.4103/IJDVL.IJDVL_911_17

 14. Li M, Thompson DD, Paralkar VM. Prostaglandin E2 receptors 
in bone formation. Int Orthop. 2007;31(6):767- 772. doi:10.1007/
S00264- 007- 0406- X

 15. Raisz LG. Prostaglandins and bone: physiology and pathophys-
iology. Osteoarthr Cartil. 1999;7:419- 421.

 16. Ono K, Akatsu T, Murakami T, et al. Important role of EP4, a 
subtype of prostaglandin (PG) E receptor, in osteoclast- like cell 
formation from mouse bone marrow cells induced by PGE2. J 
Endocrinol. 1998;158(3):R1- R5. doi:10.1677/JOE.0.158R001

 17. Woodiel FN, Fall PM, Raisz LG. Anabolic effects of prosta-
glandins in cultured fetal rat calvariae: structure- activity re-
lations and signal transduction pathway. J Bone Miner Res. 
1996;11(9):1249- 1255. doi:10.1002/JBMR.5650110909

 18. Nemoto K, Pilbeam CC, Bilak SR, Raisz LG. Molecular clon-
ing and expression of a rat prostaglandin E2 receptor of the 
EP2 subtype. Prostaglandins. 1997;54(4):713- 725. doi:10.1016/
S0090- 6980(97)00145- 7

 19. Kim HJ, Koo KY, Shin DY, Kim DY, Lee JS, Lee MG. Complete 
form of pachydermoperiostosis with SLCO2A1 gene mutation 
in a Korean family. J Dermatol. 2015;42(6):655- 657. doi:10.1111
/1346- 8138.12856

 20. Coggins KG, Coffman TM, Koller BH. The Hippocratic fin-
ger points the blame at PGE2. Nat Genet. 2008;40(6):691- 692. 
doi:10.1038/NG0608- 691

 21. Saadeh D, Kurban M, Ghosn S, et al. Pachydermoperiostosis 
genetic screening in Lebanese families uncovers a novel 
SLCO2A1mutation. J Eur Acad Dermatol Venereol. 2015;29(12): 
2489- 2490. doi:10.1111/JDV.12584

 22. Wang L, Yu J, Li Y, Liu X, Zhang Z. Genetic diagnosis for a 
Chinese Han family with primary hypertrophic osteoarthropa-
thy. Zhonghua Yi Xue Yi Chuan Xue Za Zhi. 2015;32(2):213- 217. 
doi:10.3760/CMA.J.ISSN.1003- 9406.2015.02.013

 23. Niizeki H, Shiohama A, Sasaki T, et al. The complete type of 
pachydermoperiostosis: a novel nonsense mutation p.E141* 

of the SLCO2A1 gene. J Dermatol Sci. 2014;75(3):193- 195. 
doi:10.1016/J.JDERMSCI.2014.05.008

 24. Erken E, Köroğlu Ç, Yıldız F, Özer HT, Gülek B, Tolun A. A 
novel recessive 15- hydroxyprostaglandin dehydrogenase muta-
tion in a family with primary hypertrophic osteoarthropathy. 
Mod Rheumatol. 2015;25(2):315- 321. doi:10.3109/14397595.201
3.874757

 25. Matucci- Cerinic M, Lotti T, Jajic I, Pignone A, Bussani C, 
Cagnoni M. The clinical spectrum of pachydermoperiostosis 
(primary hypertrophic osteoarthropathy). Medicine (Baltimore). 
1991;70(3):208- 214. doi:10.1097/00005792- 199105000- 00005

 26. Sasane AG, Singh H, Kachewar S, Bhadane S. 
Pachydermoperiostosis. Med J Armed Forces India. 
2010;66(4):387- 388. doi:10.1016/S0377- 1237(10)80027- 9

 27. Rastogi R, Suma G, Prakash R, Rastogi U, Bhargava S, Rastogi V. 
Pachydermoperiostosis or primary hypertrophic osteoarthrop-
athy: a rare clinicoradiologic case. Indian J Radiol Imaging. 
2009;19(2):123- 126. doi:10.4103/0971- 3026.50829

 28. Buchan DJ, Mitchell DM. Hypertrophic osteoarthropa-
thy in portal cirrhosis. Ann Intern Med. 1967;66(1):130- 135. 
doi:10.7326/0003- 4819- 66- 1- 130

 29. Hollis WC. Hypertrophic osteoarthropathy secondary to upper- 
gastrointestinal- tract neoplasm. Case report and review. Ann 
Intern Med. 1967;66(1):125- 130. doi:10.7326/0003- 4819- 66- 1- 125

 30. Kelley WN, Harris ED, Ruddy S, Sledge CB. Textbook of 
Rheumatology. 3rd ed. Saunders; 1989:2144.

 31. Kamoun- Goldrat A, le Merrer M. Infantile cortical hyper-
ostosis (Caffey disease): a review. J Oral Maxillofac Surg. 
2008;66(10):2145- 2150. doi:10.1016/J.JOMS.2007.09.007

 32. Shakya P, Pokhrel KN, Mlunde LB, Tan S, Ota E, Niizeki H. 
Effectiveness of non-steroidal anti-inflammatory drugs among 
patients with primary hypertrophic osteoarthropathy: A sys-
tematic review. J Dermatol Sci. 2018;90(1):21– 26. doi:10.1016/j.
jderm sci.2017.12.012

 33. Athappan G, Unnikrishnan A, Chengat V, et al. Touraine 
Solente Gole syndrome: the disease and associated tongue 
fissuring. Rheumatol Int. 2009;29(9):1091- 1093. doi:10.1007/
S00296- 008- 0798- Y

 34. Park YK, Kim HJ, Chung KY. Pachydermoperiostosis: trial with 
isotretinoin. Yonsei Med J. 1988;29(2):204- 207. doi:10.3349/
YMJ.1988.29.2.204

 35. Matucci- Cerinic M, Fattorini L, Gerini G, et al. Colchicine 
treatment in a case of pachydermoperiostosis with acroosteoly-
sis. Rheumatol Int. 1988;8(4):185- 188. doi:10.1007/BF00270458

 36. Ghosn S, Uthman I, Dahdah M, Kibbi AG, Rubeiz N. Treatment 
of pachydermoperiostosis pachydermia with botulinum 
toxin type A. J Am Acad Dermatol. 2010;63(6):1036– 1041. 
doi:10.1016/j.jaad.2009.08.067

 37. Jojima H, Kinoshita K, Naito M. A case of pachydermoperios-
tosis treated by oral administration of a bisphosphonate and ar-
throscopic synovectomy. Mod Rheumatol. 2007;17(4):330- 332. 
doi:10.1007/S10165- 007- 0585- 8

 38. Warwas S, Specker C, Jäger M, Landgraeber S. Arthroscopic syn-
ovectomy and radiosynoviorthesis: a treatment option for recur-
rent arthritis symptoms in patients with pachydermoperiostosis. 
Reumatismo. 2013;65(2):74- 77. doi:10.4081/reumatismo.2013.74

 39. Zhang H, Yang B. Successful treatment of pachydermoperios-
tosis patients with etoricoxib, aescin, and arthroscopic synovec-
tomy: two case reports. Med (United States). 2017;96(47):e8865. 
doi:10.1097/MD.0000000000008865

https://scholar.google.com/scholar_lookup?journal=J%2BIndian%2BAcad%2BCommunity%2BMed&title=Touraine-Solente-Gole%27%2Bsyndrome&author=VS%2BSahasrabhojaney&author=AV%2BHinge&author=SS%2BGhodeswar&author=AS%2BMachnurkar&author=AM%2BDaware&volume=6&publication_year=2005&pages=152-4&
https://scholar.google.com/scholar_lookup?journal=J%2BIndian%2BAcad%2BCommunity%2BMed&title=Touraine-Solente-Gole%27%2Bsyndrome&author=VS%2BSahasrabhojaney&author=AV%2BHinge&author=SS%2BGhodeswar&author=AS%2BMachnurkar&author=AM%2BDaware&volume=6&publication_year=2005&pages=152-4&
https://scholar.google.com/scholar_lookup?journal=J%2BIndian%2BAcad%2BCommunity%2BMed&title=Touraine-Solente-Gole%27%2Bsyndrome&author=VS%2BSahasrabhojaney&author=AV%2BHinge&author=SS%2BGhodeswar&author=AS%2BMachnurkar&author=AM%2BDaware&volume=6&publication_year=2005&pages=152-4&
https://scholar.google.com/scholar_lookup?journal=J%2BIndian%2BAcad%2BCommunity%2BMed&title=Touraine-Solente-Gole%27%2Bsyndrome&author=VS%2BSahasrabhojaney&author=AV%2BHinge&author=SS%2BGhodeswar&author=AS%2BMachnurkar&author=AM%2BDaware&volume=6&publication_year=2005&pages=152-4&
https://scholar.google.com/scholar_lookup?journal=J%2BIndian%2BAcad%2BCommunity%2BMed&title=Touraine-Solente-Gole%27%2Bsyndrome&author=VS%2BSahasrabhojaney&author=AV%2BHinge&author=SS%2BGhodeswar&author=AS%2BMachnurkar&author=AM%2BDaware&volume=6&publication_year=2005&pages=152-4&
https://doi.org//10.1016/0049-0172(88)90017-0
https://ci.nii.ac.jp/naid/10015488448/
https://ci.nii.ac.jp/naid/10015488448/
https://doi.org//10.1007/BF00349574
https://doi.org//10.1007/BF00349574
https://doi.org//10.1016/S0190-9622(94)70262-4
https://doi.org//10.4103/IJDVL.IJDVL_911_17
https://doi.org//10.1007/S00264-007-0406-X
https://doi.org//10.1007/S00264-007-0406-X
https://doi.org//10.1677/JOE.0.158R001
https://doi.org//10.1002/JBMR.5650110909
https://doi.org//10.1016/S0090-6980(97)00145-7
https://doi.org//10.1016/S0090-6980(97)00145-7
https://doi.org//10.1111/1346-8138.12856
https://doi.org//10.1111/1346-8138.12856
https://doi.org//10.1038/NG0608-691
https://doi.org//10.1111/JDV.12584
https://doi.org//10.3760/CMA.J.ISSN.1003-9406.2015.02.013
https://doi.org//10.1016/J.JDERMSCI.2014.05.008
https://doi.org//10.3109/14397595.2013.874757
https://doi.org//10.3109/14397595.2013.874757
https://doi.org//10.1097/00005792-199105000-00005
https://doi.org//10.1016/S0377-1237(10)80027-9
https://doi.org//10.4103/0971-3026.50829
https://doi.org//10.7326/0003-4819-66-1-130
https://doi.org//10.7326/0003-4819-66-1-125
https://doi.org//10.1016/J.JOMS.2007.09.007
https://doi.org/10.1016/j.jdermsci.2017.12.012
https://doi.org/10.1016/j.jdermsci.2017.12.012
https://doi.org//10.1007/S00296-008-0798-Y
https://doi.org//10.1007/S00296-008-0798-Y
https://doi.org//10.3349/YMJ.1988.29.2.204
https://doi.org//10.3349/YMJ.1988.29.2.204
https://doi.org//10.1007/BF00270458
https://doi.org/10.1016/j.jaad.2009.08.067
https://doi.org//10.1007/S10165-007-0585-8
https://doi.org//10.4081/reumatismo.2013.74
https://doi.org//10.1097/MD.0000000000008865


   | 7 of 7BANIYA et al.

 40. Bhansali A, Singh R, Sriraam M, Bhadada S. 
Pachydermoperiostitis and bisphosphonates. J Assoc Physicians 
India. 2006;54:340.

 41. Li S- S, He J- W, Fu W- Z, Liu Y- J, Hu Y- Q, Zhang Z- L. Clinical, 
biochemical, and genetic features of 41 han chinese families 
with primary hypertrophic osteoarthropathy, and their thera-
peutic response to etoricoxib: results from a six- month prospec-
tive clinical intervention. J Bone Miner Res. 2017;32:1659- 1666. 
doi:10.1002/jbmr.3157

How to cite this article: Baniya A, Bhattarai A, 
Devkota B, et al. Complete form of 
pachydermoperiostosis with good initial response 
to etoricoxib: A case report. Clin Case Rep. 
2023;11:e7526. doi:10.1002/ccr3.7526

https://doi.org//10.1002/jbmr.3157
https://doi.org/10.1002/ccr3.7526

	Complete form of pachydermoperiostosis with good initial response to etoricoxib: A case report
	1|INTRODUCTION
	2|HISTORY
	3|DISCUSSION
	4|CONCLUSION
	AUTHOR CONTRIBUTIONS
	ACKNOWLEDGMENTS
	CONFLICT OF INTEREST STATEMENT
	DATA AVAILABILITY STATEMENT

	CONSENT
	REFERENCES


