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Abstract

Rapidly destructive coxopathy (RDC) is a rare type of coxarthritis marked by swift deterioration
of the hip joint. Although its cause remains unclear, several pathophysiological mechanisms are
proposed. To comprehensively analyze this poorly understood condition, a literature search was
conducted focusing on associations of bilateral RDC and rheumatoid arthritis (RA).

The problem of long-standing RA, bilateral RDC with a febrile episode that preceded a rapid decline
in mobility and severe hip pain, with radiological assessment confirmed bilateral hip destruction,

was presented.

Rapidly destructive coxopathy, especially when linked to RA, poses diagnostic and therapeutic chal-
lenges. Our review confirmed by the clinical picture emphasizes the need for vigilance in RA patients
with hip involvement and calls for further research to understand RDC’s mechanisms and enhance

clinical care.
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Introduction

Rapidly destructive coxopathy (RDC), also known
as rapidly progressive osteoarthritis (OA) of the hip,
is a rare syndrome that can lead to swift destruction
of the hip joint within 6 months to 3 years. First de-
scribed by Postel in 1970, Lequesne shortly after defined
the disease as chondrolysis > 2 mm within 1 year or
a 50% reduction in joint space within 1 year, excluding
other forms of destructive arthropathy such as avascular
necrosis or Charcot neuropathy (CN) [1, 2].

The etiology of the disease remains unclear, while
various pathophysiological mechanisms are presumed
such as drug toxicity, autoimmune reactions, subchon-
dral insufficiency fractures (SIF), etc. Although histolo-
gical changes resemble those in primary coxarthrosis,
the rapid disease progression and typical radiographic
changes clearly differentiate rapidly progressive coxitis
from OA [3]. The presence of chronic proliferative syno-

vitis observed on ultrasound (US) and magnetic reso-
nance imaging (MRI) is a remarkable feature of RDC,
which appears to be useful in discriminating it from oth-
er forms of destructive arthropathies [4, 5]. The usage
of US in the diagnostic work-up as a cost-efficient, fast
and convenient modality has the potential to become
a regular tool in assessing RDC patients.

Despite the efforts of many clinicians studying its
etiology, epidemiology, pathogenesis and therapeutic
approaches recently, RDC is still a mysterious condition
with significant diagnostic difficulties and poor progno-
sis [6, 7]. In the literature, there are predominantly re-
ports of isolated cases and case series, making the re-
search of this condition even more difficult.

The aim of this case-based review is to provide
a comprehensive analysis of a rare and poorly understood
condition known as RDC, particularly in the context
of its occurrence in a patient with rheumatoid arthritis
(RA) and bilateral involvement of the hip joints. Through
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an in-depth examination of the presented case, we aim
to elucidate the clinical manifestations, diagnostic chal-
lenges, potential etiological factors, and therapeutic con-
siderations associated with RDC. Furthermore, we seek to
highlight the importance of recognizing RDC as a distinct
entity from other forms of destructive arthropathies, em-
phasizing the utility of imaging modalities such as US and
MRI in its diagnosis. By addressing the gaps in the exis-
ting literature and sharing insights gained from our
clinical experience, this review aims to contribute to
a better understanding of RDC and facilitate improved
management strategies for affected patients.

Search methodology and results

We utilized the recommendations outlined by Gas-
paryan et al. [8] to structure a case-based biomedical
review systematically. In our pursuit to encompass
all pertinent details, we conducted a thorough litera-
ture search spanning from the inception of PubMed
(MEDLINE) and Scopus databases to October 20" and
November 23", 2023, respectively. Using a comprehen-
sive approach, we employed the Boolean search strate-
gy, combining key words such as ‘rapidly’ AND (‘destruc-
tive’ OR ‘progressive’ OR ‘bilateral’) AND (‘coxopathy’ OR
‘hip arthropathy’ OR ‘osteoarthritis of the hip’). This me-
ticulous search yielded 419 and 304 articles, respectively.
Subsequently, through a rigorous process of eliminating
duplicate articles, as well as excluding irrelevant articles,
reviews, letters, editorials and conference papers, we
identified original data for inclusion. Figure 1 provides
a visual summary of our search methodology [9].

Our investigation yielded 26 articles suggesting a po-
tential correlation between RDC and endocrine [10-13],
metabolic [13-17], hematologic [18, 19], toxic [20-22],

rheumatic conditions [23-30], or fractures/injuries
[31-35] which we included in our analysis. Table | sum-
marizes the clinical characteristics of patients with
RDC associated with secondary conditions identified
throughout the studies in the review, while Table Il fo-
cuses specifically on RDC associated with RA.

The discussion section incorporates research articles
and reviews that draw upon data from the cited refer-
ences, diverse database inquiries, as well as the pro-
fessional expertise, experience, and opinions of the au-
thors. This collaborative effort forms the foundation
of our narrative review.

For further literature analysis and discussion the case
of an 82-year-old woman with a documented 11-year
history of RA, who had been under the care of the Rheu-
matology Clinic at St. Marina University Hospital, Varna
from 2011 to 2023 is presented. The diagnosis of RA was
established in 2011 based on American College of Rheu-
matology (ACR) and European Alliance of Associations
for Rheumatology (EULAR) classification criteria 2010
(symmetrical polyarthritis, high rheumatoid factor [RF]
levels [> 130 1U/1], elevated C-reactive protein [CRP]).

The patient was notified that information related to
the case would be submitted for publication, and their
consent was obtained.

Treatment with methotrexate (MTX) 15 mg weekly
was initiated. Follow-up in the clinic in 2013 showed
a good response to MTX with normal acute-phase reac-
tants: erythrocyte sedimentation rate (ESR) 30 mm/h,
CRP 1.37 mg/l (< 5), RF 10 1U/l (< 12). During follow-up
in 2016, significantly elevated acute-phase reactants
and signs of anemia were noted due to discontinuation
of MTX treatment, attributed to gastrointestinal adverse
reactions (ESR 93 mm/h, CRP 100.3 mg/l, hemoglobin
(Hb) 92 g/1, RF 114 IU). Treatment with leflunomide (LEF)

| Identification of new studies via databases and registers

Fig. 1. Visual summary of our search methodology.
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Table I. Clinical characteristics of patients with rapidly destructive coxopathy (RDC) associated with secondary
disease throughout the studies identified in the review

chronic mechanical stress

Reports Age Sex Etiology/risk factors Distribution Imaging Outcome
[years] modality
Huerfano et al. [10] 76 Diabetes mellitus Unilateral X-ray and MRl Clinical improvement
after surgical treatment
Nakamura et al.[11] 90 Osteoporosis Unilateral X-ray N/A
Laroche et al. [12] 67 Chandler’s disease, Unilateral X-ray and MRl N/A
diabetes mellitus
Nakano et al. [13] 61 Amyloidosis, diabetes Unilateral X-ray and MRl Significant clinical
mellitus improvement after
surgical treatment
Kitahara et al. [14] 79 Alkaptonuria Unilateral X-ray and MRl Clinical improvement
after surgical treatment
Araki et al. [15] 56 Alkaptonuria Bilateral X-ray Clinical improvement
after surgical treatment
Yang et al. [16] 66 Calcium hydroxyapatite Unilateral X-ray and MRl Clinical improvement
deposition after surgical treatment
Hamada et al. [17] 69 Alkaptonuria, subchondral  Bilateral X-ray and MRl N/A
insufficiency fracture
Ishiguro et al. [18] 48 Hemophilia Unilateral X-ray and MRl Clinical improvement
after surgical treatment
Hama et al. [19] 70 Idiopathic Unilateral X-ray Clinical improvement
thrombocytopenic purpura after surgical treatment
Braaksmaet al.[20] 70 Chronic alcoholic abuse Bilateral X-ray Significant clinical
improvement after
surgical treatment
Tiwari et al. [21] 62 Intraarticular GC Unilateral X-ray N/A
Xia et al. [22] 65 Alcoholic, osteoporosis Bilateral X-ray, CT and N/A
MRI
Lee et al. [23] 37 SLE, systemic GCs, alcohol Unilateral X-ray and MRl N/A
and tobacco consumption,
subchondral insufficiency
fracture
Yamamoto et al. [31] 57 Subchondral insufficiency Bilateral X-ray N/A
fracture, intraarticular
NSAIDs and corticosteroids
Fukui et al. [32] 77 Subchondral insufficiency Unilateral X-ray, CTand  N/A
fracture MRI
Nishida et al. [33] 74 Subchondral insufficiency Unilateral X-ray and MRl N/A
fracture
Watarai et al. [34] 81 Subchondral insufficiency Unilateral X-ray and MRl N/A
fracture
Kampanietal. [35] 15 HLA-B27 (+), Unilateral X-ray and MRI  Significant clinical

improvement after
immunosuppressive
and surgical treatment

CT — computed tomography, F — female, GC — glucocorticosteroid, M — male, MRl — magnetic resonance imaging, NSAIDs — non-steroidal
anti-inflammatory drugs, SLE — systemic lupus erythematosus.
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Table II. Clinical characteristics of patients with RA-associated RDC throughout the studies identified in the review

Studies Type Patients  Distribution Imaging modality Outcome
of study included

Yoshioka et al. [24] Casereport 1 Unilateral X-ray, CT and MRl Remission of RA after surgical treatment

Tateiwa et al. [25] Casereport 1 Unilateral X-ray and MRI N/A

Shu et al. [26] Casereport 1 Unilateral X-ray, CT and MRl Clinical improvement after
immunosuppressive and surgical
treatment

Matsumoto et al. [27] Case report 1 Unilateral X-ray and MRI Clinical improvement after surgical
treatment

Yoshino et al. [28] Case series 3 Allunilateral  X-ray and MRI Clinical improvement after surgical
treatment

Yun et al. [29] Case series 3 All unilateral  X-ray, CT and MRl Clinical improvement after surgical
treatment

Kamiya et al. [30] Case series 2 Bilateral X-ray and MRI Clinical improvement after surgical
treatment

CT — computed tomography, MRI — magnetic resonance imaging, RA — rheumatoid arthritis.

was initiated. Follow-up in 2018 — the treatment with
LEF was continued with moderate/low disease activity.

Currently the patient sought consultation with an
outpatient rheumatologist due to difficulties in mobility,
hip joint pain, as well as pain and swelling in the small
joints of her hands and feet, coupled with morning stiff-
ness lasting over 4 h.

Until 4 months prior to the patient’s last clinic visit,
the patient had been managing adequately and inde-
pendently. However, over the preceding four months
she experienced a febrile episode accompanied by qual-
itative and quantitative consciousness disturbances,
along with severe hip pain. During this period, the pa-
tient received treatment with intravenous ceftriaxone
and ciprofloxacin antibiotics at home, administered
by a general practitioner, effectively resolving the fever
and consciousness issues. Nonetheless, the patient
lost ability to move independently during this episode.
Treatment with LEF was discontinued and not resumed
during the febrile episode, and the patient does not cur-
rently take medications for any concurrent conditions.

On physical examination a generally compromised
state was observed, responsive, and adequate with
body mass index (BMI) 14.4. Visible mucous membranes
were pale. The skin appearance was characteristic
of glucocorticosteroid (GC) dermopathy. No deviations
were observed in the respiratory, cardiovascular, gas-
trointestinal and urinary systems. Due to severe pain
and restricted mobility, gait and stance could not be
assessed. Examination of the musculoskeletal system
revealed palpable tenderness in the carpal, metacar-
pophalangeal (MCP), and proximal interphalangeal
(PIP) joints, shoulder, knee, hip, and ankle joints — Dis-
ease Activity Score with 28-joint count (DAS28) of 6.5.

Soft tissue swelling in the wrists with severely limited
range of motion was noted. Deformities characteris-
tic of “rheumatoid hand” and “rheumatoid foot” were
present. Crepitus was detected during active and pas-
sive flexion of the knee joints, and joint effusion was
observed. External rotation of the femoral heads was
preserved; however, active flexion was severely restrict-
ed. Painful but preserved passive ranges of motion were
noted in all axes. There was a laboratory constellation
for inflammatory activity: ESR 70 mm/h, CRP 12.27 mg/|,
Hb 102 g/l, RF > 130 IU without any abnormalities in
the biochemical assays.

Conventional radiography of the hands was per-
formed, detecting the presence of juxtaarticular osteopo-
rosis, subchondral osteosclerosis, subluxation of the 2n
and 39 MCP joints, and the 15t MCP of the right and left
hand respectively (Fig. 2A). Joint space narrowing of PIR
MCR and carpometacarpal joints was observed. Hip ra-
diography indicated the absence of the head and cervix
of the femur with cranial deviation of the metaphysis
bilaterally (Fig. 2B).

Heterogeneous dense opacifications were pres-
ent in the acetabular fossae, suspicious of remnants
of the femoral heads, which was confirmed by a com-
puted tomography (CT) scan (Fig. 3A).

The size of the remnants measured was 28 mm and
24 mm for the right and left hip joint respectively. Bila-
teral superior-lateral luxation of the hip joints was ob-
served. Ultrasound imaging confirmed the development
of proliferative synovitis (Fig. 3B).

Several reasons for the rapid progression of arthri-
tis were discussed, including avascular necrosis, old
fractures of the femoral neck with subsequent bone
resorption, aggressive course of RA, and destructive

Reumatologia 2024; 62/2
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Fig. 2. A) Rheumatoid hands showing periarticular osteoporosis, erosions, ulnar deviation of the fingers
of the right hand with subluxation of the 2" and 3" metacarpophalangeal (MCP) joints, and the 1t MCP
of the right and left hand, respectively. B) Hip radiography indicated the absence of the head and cervix
of the femur with cranial deviation of the metaphysis bilaterally

Source: Radiology Department of University Hospital “St. Marina” — Varna, Bulgaria
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Fig. 3. A) Computed tomography scan showing heterogeneous dense opacifications present in the acetabular
fossae suspicious of remnants of the femoral heads. B) Longitudinal scan of the anterior recess of the hip joint
showing hip joint capsule distension with synovial hypertrophy and effusion. The absence of femoral head
structure is due to destructive coxopathy in a patient with debilitating RA

crystal arthropathy. Although septic arthritis is a preva-
lent cause for the development of destructive arthro-
pathies, it was excluded from consideration in our case
due to the simultaneous bilateral hip involvement, ab-
sence of characteristic clinical features of infection such
as persistent fever and soft-tissue edema, as well as
the lack of marked elevation in acute phase reactants
and leukocytosis. Furthermore, upon thorough exami-
nation using various imaging modalities such as X-ray,
CT scan, and US, no discernible signs indicative of in-
fection were identified. Other discussed risk factors
for the rapid and aggressive course of the condition
include chronic low-dose systemic GCs intake and
long-standing OA of the hip joints. Taking into conside-

Reumatologia 2024; 62/2

ration the high clinical activity of RA, the discontinuation
of LEF, and their correlation with the systemic response
and rapid deterioration of the hip joint, the diagnosis
of RA-associated RDC was confirmed. It was decided
that the patient is suitable for treatment with a biologic
agent due to high disease activity and the lack of com-
pliance to previous therapies. Treatment can commence
after the surgical management of the hip joints.

Discussion

The etiology of RDC remains incompletely under-
stood. In our review, we found a variety of endocrine,
metabolic, hematologic, traumatic and rheumatic condi-
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tions associated with the development of RDC. Based on
the gathered cases we identified potential risk factors
for the development of bilateral RDC as chronic alcoholic
abuse and the presence of alkaptonuria as a long-term
comorbidity. Table | summarizes our results.

The pathophysiology of RDC is unclear. The role
of synovitis and abnormal activation of giant multinucle-
ated osteoclasts are discussed as they are found to be
present in histology specimens from patients with RDC
[36, 37]. Ogawa et al. [38] suggested that the activation
of osteoclastogenesis occurred globally within the af-
fected joint in RDC, rather than being limited to the vici-
nity of the destructive lesions. In our case, the long-stand-
ing RA in the context of sustained systemic GC intake
and coexisting OA in an elderly female patient might be
significant predisposing factors for bone metabolism
dysregulation and accelerated hip joint destruction.

Itis essential to consider additional research beyond
the scope of our initial search. One pertinent case [39]
provides valuable insights into the etiology and diag-
nostic challenges associated with RDC. While our case
report and review addresses various factors contributing
to RDC, including endocrine, metabolic, and rheumatic
diseases, this specific case may elucidate the diagnostic
complexities in distinguishing RDC from other rapidly
destructive arthropathies.

Rapidly destructive coxopathy is diagnosed predo-
minantly radiologically. Conventional radiography re-
veals joint space narrowing and the absence or minimal
presence of osteophytes, and the presence of multiple
subchondral cysts. Subsequent X-rays, typically ac-
quired within a few months, illustrate the deterioration
of both the femoral head and acetabulum [3]. Prominent
characteristics observed in magnetic resonance imag-
ing encompass a widespread pattern resembling bone
marrow edema in the femoral head and neck, flattening
of the femoral head, and the presence of cyst-like defects
in the subchondral region. Supplementary observations
consist of low-signal-intensity lines in the epiphysis,
band-shaped regions exhibiting low signal intensity in
the subchondral bone of the femoral head, and localized
signal irregularities in the surrounding soft tissues, as
depicted on short tau inversion recovery, fat-suppressed
T2-weighted, or fat-suppressed gadolinium-enhanced
Tl-weighted MR images [4].

In our review, there were no cases or studies describ-
ing the usage of US imaging in the diagnostic work-up.
We reported the presence of proliferative synovitis in an
RDC patient on both hips by a US modality. Given the rela-
tively early development of synovitis in RDC patients, we
suggest the involvement of US imaging in patients with
hip joint involvement and signs of swift progression as an
alternative for early recognition of this condition.

Primarily the diagnostic criteria were defined by Le-
quesne as chondrolysis > 2 mm within 1 year or a 50%
reduction in joint space within 1 year, with no evidence
of other forms of destructive arthropathy [1]. Zazgyva
et al. [5] proposed diagnostic criteria and staging for RDC
based on the longevity of hip pain, limitation of joint
mobility, the absence or reduction of osteophytes, and
the presence of geodes in the femoral head or acetabu-
lum. Nevertheless, there have not been established and
confirmed standardized diagnostic criteria for RDC.

There are no specific laboratory markers for RDC.
Synovial fluid analysis reveals bloody or neutrophil-rich
sterile exudate, without the presence of crystals. Abe
et al. [40] described elevated levels of interleukin-8 in
synovial fluid in patients with RDC compared to OA, RA,
and avascular necrosis. Masuhara et al. [41] found elevat-
ed levels of MMP-3 and MMP-9 from blood and synovial
samples of patients with RDC. Several studies have inves-
tigated the potential role of bone turnover markers and
osteoclast-related cytokines in both RDC and SIF. High
concentrations were observed during the stage of bone
destruction and collapse; however, they do not appear
to highlight the early stages of disease development,
making them unfeasible as early diagnostic markers in
RDC [42, 43].

There is no established conservative therapy for
RDC. Yasuda et al. [44] found that activation of STAT3 is
present in the synovial tissues, particularly in synovial
fibroblasts, during the initial phase of RDC accompanied
by femoral head destruction and elevated serum MMP-3
levels. In their study administration of tofacitinib effec-
tively inhibited STAT3 activation in synovial tissues af-
fected by RDC, raising the suspicion of STAT3 emerging
as a plausible therapeutic target for averting structural
damage to joints in the context of RDC [44].

Strengths and limitations

The strengths of this study include a comprehen-
sive search of the available literature with no language
limitations, and the relatively complete information
provided in the reviewed cases as well as the authors’
experience in the presented subject. However, it has
several limitations. Firstly, hip MRI was not routinely per-
formed, so we were not able to confirm any of the char-
acteristic MRI findings and patterns described in RDC in
the above-mentioned studies.

Secondly, we did not analyze an intraarticular aspi-
ration of joint fluid in the literature or in the presented
case description due to the absence of clinical, laborato-
ry and imaging findings suggestive of septic arthritis or
crystal deposition arthropathy. Finally, the main limita-
tion of our analysis is the limited available literature and

Reumatologia 2024; 62/2
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case reports regarding RA-associated RDC and the pos-
sible occurrence of selection bias.

Conclusions

Rapidly destructive coxopathy is a rare and chal-
lenging disease with unclear and multifactorial etiology
and pathophysiology. The characteristic feature of pro-
gressive coxitis is rapid chondrolysis with minimal or no
osteophytic formation.

Further research is needed to elucidate the underly-
ing mechanisms and establish more effective diagnostic
and therapeutic approaches for this challenging condi-
tion.

The fulminant nature of RDC, leading to rapid osteo-
lysis of the femoral heads, highlights the importance
of its early recognition and prompt diagnosis. The lack of
definitive diagnostic criteria necessitates a high level
of suspicion when encountering patients with hip joint
involvement.

Additionally, the association with fever and cognitive
disturbances, although atypical for coxitis, emphasizes
the importance of considering systemic manifestations
and a broad differential diagnosis in RA patients pre-
senting with acute clinical deterioration.

The potential role of synovitis in the pathophysiolo-
gy of RDC warrants further investigation, and the use
of imaging modalities such as US and MRI may contrib-
ute to a better understanding of the disease mecha-
nisms.

Disclosures

Conflict of interest: The authors declare no conflict of
(nterest.

Funding: No external funding.

Ethics approval: Not applicable.

Data availability: The data that support the findings of
this study are available on request from the correspond-
ing author (T.G.).

References

1. Lequesne M. [Unexpected rapidly destructive hip diseases].
Presse Med (1893) 1970; 78: 1425-1426 [Article in French].

2. Postel M, Kerboull M. Total prosthetic replacement in rapidly
destructive arthrosis of the hip joint. Clin Orthop Relat Res
1970; 72: 138-144.

3. Rosenberg ZS, Shankman S, Steiner GC, et al. Rapid destruc-
tive osteoarthritis: clinical, radiographic, and pathologic fea-
tures. Radiology 1992; 182: 213-216, DOI: 10.1148/radiology.
182.1.1727284.

Reumatologia 2024; 62/2

10.

11.

12.

14.

15.

16.

17.

. Boutry N, Paul C, Leroy X, et al. Rapidly destructive osteoarthri-

tis of the hip: MR imaging findings. AJR Am J Roentgenol 2002;
179: 657-663, DOI: 10.2214/ajr.179.3.1790657.

. Zazgyva A, Gurzu S, Gergely |, et al. Clinico-radiological di-

agnosis and grading of rapidly progressive osteoarthritis
of the hip. Medicine (Baltimore) 2017; 96: e6395, DOI: 10.1097/
MD.0000000000006395.

. Watanabe N, Ogawa T, Miyatake K, et al. Increased bone re-

sorption that outpaces increased bone formation: An import-
ant pathology of rapidly destructive coxarthrosis. J Orthop Res
2024; 42: 1066-1073, DOI: 10.1002/jor.25760.

. Vajapey SR Li M. Rapidly destructive osteoarthritis and total

hip arthroplasty: A new technique for acetabular reconstruc-
tion in the setting of extensive bone loss. J Orthop 2021; 28:
41-48, DOI: 10.1016/].jor.2021.10.007.

. Gasparyan AY, Ayvazyan L, Blackmore H, Kitas GD. Writing

a narrative biomedical review: considerations for authors,
peer reviewers, and editors. Rheumatol Int 2011; 31: 1409—
1417, DOI: 10.1007/500296-011-1999-3.

. Haddaway NR, Page MJ, Pritchard CC, McGuinness LA. PRIS-

MA2020: An R package and Shiny app for producing PRISMA
2020-compliant flow diagrams, with interactivity for opti-
mised digital transparency and Open Synthesis. Campbell
Syst Rev 2022; 18: €1230, DOI: 10.1002/cl2.1230.

Huerfano E, Bautista M, Bonilla G, et al. A case of rapidly de-
structive osteoarthritis of the hip with onset of less than six
weeks. J Clin Orthop Trauma 2017; 8 (Supp! 1): S72-575, DOI:
10.1016/}.jcot.2017.02.005.

Nakamura Y, Kamimura M, Mukaiyama K, et al. A case with
atypical clinical course diagnosed as osteoarthritis, os-
teonecrosis, subchondral insufficiency fracture, or rapidly
destructive coxopathy. Open Rheumatol J 2014; 8: 20-23,
DOI: 10.2174/1874312901408010020.

Laroche M, Moineuse C, Durroux R, et al. Can ischemic hip
disease cause rapidly destructive hip osteoarthritis? A case
report. Joint Bone Spine 2002; 69: 76-80, DOI: 10.1016/
$1297-319x(01)00346-3.

. Nakano S, Nakajima A, Sonobe M, et al. Rapidly destruc-

tive coxopathy due to dialysis amyloidosis: a case report.
Mod Rheumatol Case Rep 2021; 5: 437-441, DOI: 10.1080/
24725625.2021.1912888.

Kitahara Y, Kaku N, Tagomori H, Tsumura H. Alkaptonuria with
rapidly destructive arthropathy of the hip: A case report and
literature review. Acta Orthop Traumatol Turc 2021; 55: 563—
568, DOI: 10.5152/j.a0tt.2021.21205.

Araki K, Sudo A, Hasegawa M, Uchida A. Devastating ochro-
notic arthropathy with successful bilateral hip and knee arth-
roplasties. J Clin Rheumatol 2009; 15: 138-140, DOI: 10.1097/
RHU.0b013e31819e6b41.

Yang JH, Oh KJ, Pandher DS. Hydroxyapatite crystal deposition
causing rapidly destructive arthropathy of the hip joint. Indian
J Orthop 2011; 45: 569-572, DOI: 10.4103/0019-5413.87139.
Hamada T, Yamamoto T, Shida J, et al. Subchondral insuffi-
ciency fracture of the femoral head in a patient with alkap-
tonuria. Skeletal Radio 2014; 43: 827-830, DOI: 10.1007/
500256-013-1796-z.



Rapidly destructive coxopathy in rheumatoid arthritis

141

18.

19.

20.

21.

22.

23.

24.

25.

26.

27.

28.

29.

30.

3L

Ishiguro N, Takagi H, Ito T, et al. Rapidly destructive arthropa-
thy of the hip in haemophilia. Haemophilia 2001; 7: 127-130,
DOI: 10.1046/j.1365-2516.2001.00475.x.

Hama S, Inori F Momose D, Konishi S. Total hip arthroplasty
for rapidly destructive coxarthrosis in a patient with severe
platelet deficiency due to liver cirrhosis and immune throm-
bocytopenic purpura. Case Rep Orthop 2015; 2015: 469879,
DOI: 10.1155/2015/469879.

Braaksma C, Vermeulen D, van Leeuwen AM, et al. Bilateral
vanishing hips, coincidence or systemic disease? A case report
and overview of current literature. ) Orthop 2018; 15: 641-644,
DOI: 10.1016/j.jor.2018.05.002.

Tiwari A, Karkhur Y, Keeney JA, Aggarwal A. Rapid destruc-
tive osteoarthritis of the hip after intra-articular steroid in-
jection. Arthroplast Today 2018; 4: 184-186, DOI: 10.1016/
j.artd.2018.01.002.

Xia W, Zhang A, Qiu B, et al. Femoral neck fracture after
femoral head necrosis: a case report and review of the liter-
ature. BMC Musculoskelet Disord 2023; 24: 853, DOI: 10.1186/
512891-023-06992-9.

Lee Y, Motomura G, Yamamoto T, et al. Rapidly destructive
arthrosis of the hip joint in a young adult with systemic lu-
pus erythematosus. Rheumatol Int 2015; 35: 1753-1757,
DOI: 10.1007/500296-015-3304-3.

Yoshioka T, Tachihara A, Koyama T, et al. Rapid destruction
of the hip joint associated with enlarged iliopsoas bursa in
a patient with refractory rheumatoid arthritis. J Nippon Med
Sch 2008; 75: 233-238, DOI: 10.1272/jnms.75.233.

Tateiwa T, Shinmura K, Ko M, et al. Iliopectineal bursitis as-
sociated with rapid destruction of a rheumatoid hip joint.
J Orthop Sci 2009; 14: 455-458, DOI: 10.1007/s00776-009-
1354-7.

Shu J, Ross |, Wehrli B, et al. Rapidly destructive inflammatory
arthritis of the hip. Case Rep Rheumatol 2014; 2014: 160252,
DOI: 10.1155/2014/160252.

Matsumoto T, Juji T, Mori T. Enlarged psoas muscle and ilio-
psoas bursitis associated with a rapidly destructive hip in
a patient with rheumatoid arthritis. Mod Rheumatol 2006; 16:
52-54, DOI: 10.1007/510165-005-0449-z.

Yoshino K, Momohara S, lkari K, et al. Acute destruction
of the hip joints and rapid resorption of femoral head in pa-
tients with rheumatoid arthritis. Mod Rheumatol 2006; 16:
395-400, DOI: 10.1007/510165-006-0516-0.

Yun HH, Song SY, Park SB, Lee JW. Rapidly destructive arthrop-
athy of the hip joint in patients with rheumatoid arthritis.
Orthopedics 2012; 35: €958-e962, DOI: 10.3928/01477447-
20120525-42.

Kamiya M, Yamazaki K, Mori S, et al. Two cases of rheumatoid
arthritis that exhibited bilateral hip joint destruction since
early stage of onset. Rheumatology (Sunnyvale) 2018; 8: 231,
DOI: 10.4172/2161-1149.1000231.

Yamamoto T, Schneider R, Iwamoto Y, Bullough PG. Bilater-
al rapidly destructive arthrosis of the hip joint resulting from
subchondral fracture with superimposed secondary osteo-

32.

33.

34.

36.

37.

38.

39.

40.

41.

42.

43.

44,

necrosis. Skeletal Radiol 2010; 39: 189-192, DOI: 10.1007/
500256-009-0834-3.

Fukui K, Kaneuji A, Fukushima M, Matsumoto T. Early MRI and
intraoperative findings in rapidly destructive osteoarthritis
of the hip: A case report. Int J Surg Case Rep 2015; 8C: 13-17,
DOI: 10.1016/j.ijscr.2015.01.009.

Nishida K, Yamamoto T, Motomura G, et al. Early MRI findings
of the acetabulum and femoral head in a dysplastic hip result-
ing in a rapid destruction of the hip joint. Arch Orthop Trauma
Surg 2005; 125: 567-570, DOI: 10.1007/500402-005-0053-X.
Watarai K, Taneda H, Higano M, et al. Rapidly destructive
arthrosis of the hip joint after insufficiency fracture of the ac-
etabulum. J Orthop Sci 2008; 13: 561-565, DOI: 10.1007/
5s00776-008-1261-3.

. Kampani KT, Papadopoulos DV, Tsantes AG, et al. Idiopathic

hip chondrolysis: a case report of a Caucasian HLA-B27 posi-
tive adolescent with a history of long walking. Rheumatol Int
2019; 39: 751-755, DOI: 10.1007/500296-018-04239-8.
Mitrovic DR, Riera H. Synovial, articular cartilage and bone chang-
es in rapidly destructive arthropathy (osteoarthritis) of the hip.
Rheumatol Int 1992; 12: 17-22, DOI: 10.1007/BF00246872.

Seitz S, Zustin J, Amling M, et al. Massive accumulation of os-
teoclastic giant cells in rapid destructive hip disease. J Orthop
Res 2014; 32: 702-708, DOI: 10.1002/jor.22573.

Ogawa K, Mawatari M, Komine M, et al. Mature and activated
osteoclasts exist in the synovium of rapidly destructive coxar-
throsis. ) Bone Miner Metab 2007; 25: 354-360, DOI: 10.1007/
s00774-007-0761-0.

Bernaus-Johnson M, Anglés F, Bartra A, et al. Bilateral rapidly
destructive osteoarthritis of the hip: Could we be misdiag-
nosing? A case report. ] Orthop Case Rep 2018; 8: 47-50,
DOI: 10.13107/jocr.2250-0685.1102.

Abe H, Sakai T, Ando W, et al. Synovial joint fluid cytokine lev-
els in hip disease. Rheumatology (Oxford) 2014; 53: 165-172,
DOI: 10.1093/rheumatology/ket334.

Masuhara K, Nakai T, Yamaguchi K, et al. Significant increases
in serum and plasma concentrations of matrix metallopro-
teinases 3 and 9 in patients with rapidly destructive osteoar-
thritis of the hip. Arthritis Rheum 2002; 46: 2625-2631, DOI:
10.1002/art.10547.

Yasuda T, Matsunaga K, Hashimura T, et al. Bone turnover
markers in the early stage of rapidly progressive osteoarthritis
of the hip. Eur J Rheumatol 2021; 8: 57-61, DOI: 10.5152/
eurjrheum.2020.20046.

Kubo Y, Motomura G, lkemura S, et al. Osteoclast-related
markers in the hip joint fluid with subchondral insufficiency
fracture of the femoral head. J Orthop Res 2018; 36: 2987-
2995, DOI: 10.1002/jor.24066.

Yasuda T, Hara S, Yamashita S, et al. Activation of STAT3 (sig-
nal transducer and activator of transcription 3) in synovial
tissues from the hip joint in the early stage of rapidly destruc-
tive coxopathy. Biomed Res 2022; 43: 173-180, DOI: 10.2220/
biomedres.43.173.

Reumatologia 2024; 62/2



