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Abstract: Bone marrow edema (BME), also termed bone marrow lesions, is a syndrome characterized
by bone pain and the appearance of high signal intensity on T2 fat-suppressed and short tau inver-
sion recovery (STIR) MRI sequences. BME can be related to trauma or a variety of non-traumatic
diseases, and current treatment modalities include non-steroidal anti-inflammatory drugs (NSAIDS),
bisphosphonates, denosumab, extracorporeal shockwave therapy (ESWT), the vasoactive prostacyclin
analogue iloprost, and surgical decompression. Spontaneous BME is a subset that has been observed
with no apparent causative conditions. It is most likely caused by venous outflow obstruction and
intraosseous hypertension. These are mechanistically related to impaired perfusion and ischemia
in several models of BME and are related to bone remodeling. The association of perfusion abnor-
malities and bone pain provides the pathophysiological rationale for surgical decompression. We
present a case of spontaneous BME and a second case of spontaneous migratory BME treated with
surgical decompression and demonstrate resolution of pain and the high signal intensity on MRI.
This report provides an integration of the clinical syndrome, MR imaging characteristics, circulatory
pathophysiology, and treatment. It draws upon several studies to suggest that both the bone pain and
the MRI characteristics are related to venous stasis, and when circulatory pathologies are relieved by
decompression or fenestration, both the bone pain and the MRI signal abnormalities resolve.

Keywords: MRI; pathophysiology; venous stasis; bone pain; surgical decompression; intraosseous
hypertension

1. Introduction

Bone marrow edema (BME), also termed bone marrow lesions and, currently, edema-
like marrow signal intensity, is a syndrome characterized by the sudden onset of bone pain
and the MRI appearance of high signal intensity on T2 fat-suppressed (FS) and STIR MRI
sequences characteristic of water density [1,2]. It may not be a single pathological entity
but rather several pathologies with a common MRI appearance [1,3]. It is a nonspecific
hallmark of several nontraumatic diseases and is associated with bone and ligament trauma,
osteoarthritis (OA), avascular necrosis (AVN), infections, and transient osteoporosis with
different clinical symptomatologies, varying prognoses, and perhaps different clinical
significance in these conditions [3–7]. It is also seen with no obvious associative or causative
conditions, in which cases it has been termed spontaneous BME and has been distinguished
clinically from AVN [8]. In many cases, BME spontaneously resolves and no treatment is
necessary. However, a subset of patients experience intense or prolonged pain for whom
treatment is needed.

A less common form of spontaneous BME is migratory BME, in which spontaneous,
asynchronous, high-intensity signals on T2 FS MRI are accompanied by pain in different
locations in one bone, usually in the knee, or more rarely in several bones at different times.
It is also known as intra-articular regional migratory osteoporosis [9]. Migratory BME has
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been associated with low bone mineral density [2,10]. A review of the world literature
in 2008 revealed 63 cases, although the condition is probably underreported and the true
prevalence is unknown [11].

At our practice, we treat large, persistently painful (over 8 weeks) spontaneous BME of
the knee with surgical decompression. We also decompress BME associated with AVN and
mild OA, but do not decompress advanced OA, AVN with subchondral fracture or collapse,
lesions associated with trauma, or mild, spotty lesions associated with other conditions,
since they can resolve quickly. The surgical protocol consists of 1 or 2 arthroscopically and
fluoroscopically guided 4 mm decompression portals into regions of cancellous BME as
described in the case reports. To eliminate risks of fracture, corticocancellous transition
zones are avoided as entry portals. Following decompression, patients are allowed to
weight-bear to tolerance and usually undergo partial weight-bearing with 2 crutches for 1
week. No surgical complications have been encountered.

2. Case Reports

Case #1: A 60-year-old male with the spontaneous onset of disabling medial knee
pain of 2 months duration. MRI demonstrated high signal intensity on T2 FS images at the
medial femoral condyle (Figure 1). Under arthroscopic and fluoroscopic guidance, a guide
pin was placed into the pathologic bone, taking care to remain proximal to the articular
cartilage, and a 4 mm cannulated drill was used to create the surgical decompression. Pain
relief occurred within 72 h. Follow-up MRI at 12 weeks post-decompression demonstrated
resolution of the imaging abnormality and preservation of the structural integrity of the
subchondral bone. At 1 year postoperative, the patient remained asymptomatic with
normal knee function.
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Figure 1. Surgical decompression of BME. (A) Coronal and (B) sagittal sections display the preop-
erative high signal intensity in the medial femoral condyle on the MRI T2 FS sequence. (C) Lateral
X-ray views show an example of fluoroscopic guidance of pin placement, with the pin appearing as a
dot (D), indicating parallelity with the fluoroscopic beam. (E, F) Arthroscopic guidance of pin entry
and 4 mm cannulated drill tip through the joint capsule (*) to cancellous bone (ˆ). (G) Coronal and
(H) lateral MRI sections show resolution of the high signal intensity 3 months after decompression.

Case #2: A 53-year-old male with 3 months of spontaneous pain at the lateral femoral
condyle. MRI revealed high signal intensity on T2 FS images at the lateral femoral condyle
(Figure 2). He was treated with a surgical decompression that relieved his pain within 60 h.
He presented again 5 weeks later, this time with spontaneous pain at the medial femoral
condyle. MRI showed the characteristic high signal intensity in the medial femoral condyle
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on T2 FS images. The decompression track could be seen in the lateral femoral condyle
together with incompletely resolved BME from his first treatment. A decompression was
carried out in the medial femoral condyle with resolution of pain within a week. Post-
treatment MRI at 12 weeks demonstrated resolution of BME in both condyles and no
evidence of subchondral bone fracture. He remained asymptomatic with normal knee
function at 1 year postoperative.
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Figure 2. Migratory BME. (A) Coronal and (B) sagittal sections display high signal intensity in the
lateral femoral condyle on the MRI T2 FS sequence. (C) Lateral and (D) AP X-ray views show fluoro-
scopic guidance of guide pin placement. (E,F) Arthroscopic guidance of pin and 4 mm cannulated
drill tip through the joint capsule (*) to the femoral condyle (ˆ). (G) BME observed in the medial
femoral condyle on the coronal MRI T2 FS sequence. The previous decompression track is visible
(arrow). (H) Coronal MRI T2 FS sequence showing resolution of high signal intensity in both condyles
and healing of decompression tracks.

3. Discussion

The pathophysiological rationale for surgical decompression of BME is drawn from
diverse observations of venous stasis, intraosseous hypertension, reduced perfusion, is-
chemia, and pain in BME and related conditions.

Several studies have suggested that the pain and high signal intensity on T2 FS MRI of
BME are most likely caused by venous outflow obstruction leading to elevated intraosseous
pressure (IOP) or intraosseous hypertension [5]. With time, the IOP rises to the point
that arterial inflow can be compromised, leading to intraosseous ischemia. Venous stasis
and outflow obstruction in BME of various associations were initially demonstrated by
static imaging with contrast venography [12–14]. More recently, a study using dynamic
gadolinium (Gd)-enhanced MR imaging demonstrated venous stasis associated with BME
(Figure 3). Washout of Gd from normal knees proceeded by 5 min and was complete by 10
min after contrast administration. In BME lesions, Gd washout and signal enhancement
were delayed beyond 20 min of scan time [1]. Pharmacokinetic modeling enables the
extraction of quantitative dynamic parameters of perfusion and has confirmed venous
stasis with secondary reduced perfusion in human subjects. These and other studies with
dynamic imaging have shown that spontaneous BME, as well as BME associated with OA
and AVN, are accompanied by venous outflow obstruction and stasis [15].
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Figure 3. MRI time–intensity curves displaying inflow and outflow of Gd contrast agent. Gd
concentration is proportional to blood flow and reflects perfusion. (A) In normal bone, outflow begins
at 2 min of scan time and is completed within 10 min. (B) In BME, concentration continues to rise
as outflow is obstructed (venous stasis). Pharmacokinetic modeling with the Brix equation allows
quantification of the flow curve characteristics through derivation of perfusion constants. (C) kel

represents the contrast elimination constant and reveals quantitative differences in venous outflow
between normal bone and BME. Adapted with permission from Ref. [16]. 2007, Annals of the New York
Academy of Sciences.

A functional study of spontaneous BME revealed pathologically high intramedullary
pressures with a mean of 73 mm Hg (range 50–90 mm Hg) and related the IOP to venous
stasis [17]. In another study, intraosseous hypertension was found on pressure measure-
ments in BME [18]. Surgical fenestration into cancellous bone abolishes both intraosseous
hypertension and bone pain and increases pO2 [13,14,19]. The resolution of both the clin-
ical symptoms and the MRI appearance by surgical decompression lends support to the
hypothesis that the venous stasis in bone is causally related to the clinical syndrome of
BME and its imaging manifestations.

Venous stasis has been associated with elevated IOP in several clinical conditions and
has been associated with bone pain, especially at the knee [12,20–23]. A close relationship
has been described between intraosseous hypertension and bone pain independent of the
presence or absence of OA. Patients with bone pain at rest exhibited an IOP > 40 mmHg,
while those with IOP < 35 mmHg did not [22]. Venous stasis, intraosseous hypertension,
perfusion, and ischemia are mechanistically related. Linear relationships have been de-
scribed between IOP and perfusion [24]. An elevation in IOP from 26–45 mm Hg reduces
bone perfusion by 60%, while reduced bone perfusion results in intraosseous ischemia.
Venous outflow obstruction has been shown to reduce bone pO2 by a factor of 1.5 within
30 min of venous occlusion [25]. Ischemia, if sustained and severe, can result in marrow
cell death, as is seen in OA and AVN [26,27].

There is no consensus on the treatment of BME. However, based upon the observed
pathophysiology of venous stasis, infusion of the vasoactive prostacyclin analogue; iloprost;
or surgical decompression, or forage, have been used. Iloprost has been used for reduction
of pressure in pulmonary hypertension. While iloprost infusion has been reported to be
successful for treating BME [28], it involves prolonged intravenous infusion over several
days and presents complications of vasodilation and hypotension [17,29,30]. Proponents of
iloprost infusion point to complications of surgical decompression, including prolonged
protected weight bearing and fracture [31]. The cases presented here demonstrate the
efficacy of surgical decompression of spontaneous BME of the knee with rapid return
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to function without protected weight bearing. Lastly, a 2022 systematic review compar-
ing BME treatment modalities found that surgical decompression resulted in virtually
equivalent pain resolution compared to iloprost infusion in studies examining outcomes 1–
3 months postoperatively [32]. Other promising treatment modalities include non-steroidal
anti-inflammatory drugs (NSAIDS), bisphosphonates, denosumab, and extracorporeal
shockwave therapy (ESWT) [32].

Several small series of patients with spontaneous BME of the hip or knee treated
with surgical decompression have shown pain relief within 7 days postoperative and
resolution of high signal intensity on T2 FS MRI within 3–6 months depending upon follow-
up times [33–35]. In our experience, as well as in the aforementioned studies, surgical
decompression results in prompt and complete pain relief of spontaneous BME with
minimal interference with function and no complications. Surgically related fractures can
be prevented by placement of the core track in cancellous bone, avoiding corticocancellous
transition zones. It has substantial advantages over iloprost infusion in that vasomotor
instability does not occur and the time course to recovery is faster. We recommend that
surgical decompression be considered in the setting of spontaneous BME accompanied by
disabling prolonged pain without structural changes. As described here, the procedure
has the potential to relieve pain without the prolonged management of other conservative
treatment methods.

4. Conclusions

Observations of skeletal perfusion in spontaneous BME and related conditions suggest
that the syndrome is causally related to venous stasis and intraosseous hypertension, and
that these perfusion changes may result in ischemia. It is not our suggestion that all cases
of BME need treatment, since some will resolve spontaneously. However, spontaneous
BME accompanied by disabling pain of 2–3 months duration is ameliorated within a few
days by surgical decompression as demonstrated in the cases presented here. It must
be acknowledged that these clinical observations, however supported by physiological
rationale, are uncontrolled, and a randomized controlled trial is needed to examine the
surgical hypothesis contained herein. There is no consensus treatment of BME other than
treatment of consequential conditions when they occur, often late in the course when
structural damage to the subchondral bone has occurred.

Author Contributions: Conceptualization and methodology, R.A.; validation, H.G.; investigation,
R.A.; resources, R.A.; writing—original draft preparation, R.A.; writing—review and editing, J.L.;
visualization, J.L.; supervision, R.A.; project administration, R.A. and J.L.; funding acquisition, R.A.
All authors have read and agreed to the published version of the manuscript.

Funding: This study was funded by a research grant from The Miriam Hospital.

Institutional Review Board Statement: The IRB was contacted and the authors were assured that, as
this is a case report and no research was being conducted, this report was not under their jurisdiction.

Informed Consent Statement: Written informed consent was obtained from the patients to publish
this paper.

Data Availability Statement: Not applicable.

Conflicts of Interest: The authors declare no conflict of interest.

References
1. Maraghelli, D.; Brandi, M.L.; Cerinic, M.M.; Peired, A.J.; Colagrande, S. Edema-like marrow signal intensity: A narrative review

with a pictorial essay. Skelet. Radiol. 2020, 50, 645–663. [CrossRef] [PubMed]
2. Eriksen, E.F. Treatment of bone marrow lesions (bone marrow edema). Bonekey Rep. 2015, 4, 755. [CrossRef] [PubMed]
3. Gil, H.C.; Levine, S.M.; Zoga, A.C. MRI Findings in the Subchondral Bone Marrow: A Discussion of Conditions Including

Transient Osteoporosis, Transient Bone Marrow Edema Syndrome, SONK, and Shifting Bone Marrow Edema of the Knee. Semin.
Musculoskelet. Radiol. 2006, 10, 177–186. [CrossRef] [PubMed]

http://doi.org/10.1007/s00256-020-03632-4
http://www.ncbi.nlm.nih.gov/pubmed/33029648
http://doi.org/10.1038/bonekey.2015.124
http://www.ncbi.nlm.nih.gov/pubmed/26644910
http://doi.org/10.1055/s-2006-957171
http://www.ncbi.nlm.nih.gov/pubmed/17195126


Int. J. Mol. Sci. 2023, 24, 6761 6 of 7

4. Foti, G.; Serra, G.; Iacono, V.; Marocco, S.; Bertoli, G.; Gori, S.; Zorzi, C. Identification of Non-Traumatic Bone Marrow Oedema:
The Pearls and Pitfalls of Dual-Energy CT (DECT). Tomography 2021, 7, 387–396. [CrossRef]

5. Thiryayi, S.; Freemont, T. Histopathological perspective on bone marrow oedema, reactive bone change and haemorrhage. Eur. J.
Radiol. 2008, 67, 62–67. [CrossRef]

6. Baumbach, S.F.; Pfahler, V.; Pozza, S.B.-D.; Feist-Pagenstert, I.; Fürmetz, J.; Baur-Melnyk, A.; Stumpf, U.C.; Saller, M.M.; Straube,
A.; Schmidmaier, R.; et al. How We Manage Bone Marrow Edema—An Interdisciplinary Approach. J. Clin. Med. 2020, 9, 551.
[CrossRef]

7. Starr, A.M.; Wessely, M.A.; Albastaki, U.; Pierre-Jerome, C.; Kettner, N.W. Bone marrow edema: Pathophysiology, differential
diagnosis, and imaging. Acta Radiol. 2008, 49, 771–786. [CrossRef]

8. Guerra, J.J.; Steinberg, M.E. Distinguishing transient osteoporosis from avascular necrosis of the hip. J. Bone Jt. Surg. 1995, 77,
616–624. [CrossRef]

9. Moosikasuwan, J.B.; Miller, T.T.; Math, K.; Schultz, E. Shifting bone marrow edema of the knee. Skelet. Radiol. 2004, 33, 380–385.
[CrossRef]

10. Guardiano, S.A.; Katz, J.; Schwartz, A.M.; Brindle, K.; Curiel, R. Fracture Complicating the Bone Marrow Edema Syndrome. Am.
J. Clin. Oncol. 2004, 10, 269–274. [CrossRef]

11. Cahir, J.G.; Toms, A.P. Regional migratory osteoporosis. Eur. J. Radiol. 2008, 67, 2–10. [CrossRef]
12. Arnoldi, C.C.; Linderholm, H.; Müssbichler, H. Venous engorgement and intraosseous hypertension in osteoarthritis of the hip. J.

Bone Jt. Surg. 1972, 54, 409–421. [CrossRef]
13. Arnoldi, C.C. Vascular aspects of degenerative joint disorders. A synthesis. J. Foot Ankle Res. 1994, 261, 1–82. [CrossRef]
14. Simkin, P.A. Bone Pain and Pressure in Osteoarthritic Joints. In Osteoarthritic Joint Pain: Novartis Foundation Symposium; John

Wiley & Sons, Ltd.: Chichester, UK, 2004; Volume 260, pp. 179–190. [CrossRef]
15. Aaron, R.; Racine, J.; Voisinet, A.; Evangelista, P.; Dyke, J. Subchondral bone circulation in osteoarthritis of the human knee.

Osteoarthr. Cartil. 2018, 26, 940–944. [CrossRef]
16. Aaron, R.K.; Dyke, J.P.; Ciombor, D.M.; Ballon, D.; Lee, J.; Jung, E.; Tung, G.A. Perfusion Abnormalities in Subchondral Bone

Associated with Marrow Edema, Osteoarthritis, and Avascular Necrosis. Ann. N. Y. Acad. Sci. 2007, 1117, 124–137. [CrossRef]
17. Disch, A.C.; Matziolis, G.; Perka, C. The management of necrosis-associated and idiopathic bone-marrow oedema of the proximal

femur by intravenous iloprost. J. Bone Jt. Surg. 2005, 87, 560–564. [CrossRef]
18. Hofmann, S.; Engel, A.; Neuhold, A.; Leder, K.; Krämer, J.; Plenk, H. Bone-marrow oedema syndrome and transient osteoporosis

of the hip. An MRI-controlled study of treatment by core decompression. J. Bone Jt. Surg. 1993, 75, 210–216. [CrossRef]
19. Kiaer, T.; Pedersen, N.; Kristensen, K.; Starklint, H. Intra-osseous pressure and oxygen tension in avascular necrosis and

osteoarthritis of the hip. J. Bone Jt. Surg. 1990, 72, 1023–1030. [CrossRef]
20. Arnoldi, C.C.; Djurhuus, J.C.; Heerfordt, J.; Karle, A. Intraosseous Phlebography, Intraosseous Pressure Measurements and

99mTc-Polyphosphate Scintigraphy in Patients with Various Painful Conditions in the hip and Knee. Acta Orthop. 1980, 51, 19–28.
[CrossRef]

21. Lemperg, R.K.; Arnoldi, C.C. The significance of intraosseous pressure in normal and diseased states with special reference to the
intraosseous engorgement-pain syndrome. Clin. Orthop. Relat. Res. 1978, 136, 143–156.

22. Arnoldi, C.C.; Lemperg, K.; Linderholm, H. Intraosseous hypertension and pain in the knee. J. Bone Jt. Surg. 1975, 57, 360–363.
[CrossRef]

23. Goldie, I.F.; Wetterqvist, H. Intramedullary pressure of the patella in chondromalacia. Arch. Orthop. Trauma Surg. 1980, 97, 81–85.
[CrossRef]

24. Kiaer, T.; Dahl, B.; Lausten, G.S.; Kiær, T. The relationship between inert gas wash-out and radioactive tracer microspheres in
measurement of bone blood flow: Effect of decreased arterial supply and venous congestion on bone blood flow in an animal
model. J. Orthop. Res. 1993, 11, 28–35. [CrossRef] [PubMed]

25. Kiaer, T.; Dahl, B.; Lausten, G. Partial pressures of oxygen and carbon dioxide in bone and their correlation with bone-blood flow:
Effect of decreased arterial supply and venous congestion on intraosseous oxygen and carbon dioxide in an animal model. J.
Orthop. Res. 1992, 10, 807–812. [CrossRef]

26. Kiaer, T.; Grønlund, J.; Sørensen, K.H. Subchondral pO2, pCO2, Pressure, pH, and Lactate in Human Osteoarthritis of the Hip.
Clin. Orthop. Relat. Res. 1988, 229, 149–155. [CrossRef]

27. Pedersen, N.W.; Kiér, T.; Kristensen, K.D.; Starklint, H. Intraosseous pressure, oxygenation, and histology inarthrosis and
osteonecrosis of the hip. Acta Orthop. Scand. 1989, 60, 415–417. [CrossRef]

28. Tosun, H.B.; Uludağ, A.; Demir, S.; Serbest, S.; Yasar, M.M.; Öznam, K. Effectiveness of Iloprost in the Treatment of Bone Marrow
Edema. Cureus 2020, 12, e10547. [CrossRef]

29. Jager, M.; Tillmann, F.P.; Thornhill, T.S.; Mahmoudi, M.; Blondin, D.; Hetzel, G.R.; Zilkens, C.; Krauspe, R. Rationale for
prostaglandin I2 in bone marrow oedema—From theory to application. Arthritis Res. Ther. 2008, 10, R120. [CrossRef]

30. Meizer, R.; Radda, C.; Stolz, G.; Kotsaris, S.; Petje, G.; Krasny, C.; Wlk, M.; Mayerhöfer, M.; Landsiedl, F.; Aigner, N. MRI-controlled
analysis of 104 patients with painful bone marrow edema in different joint localizations treated with the prostacyclin analogue
iloprost. Wien. Klin. Wochenschr. 2005, 117, 278–286. [CrossRef]

http://doi.org/10.3390/tomography7030034
http://doi.org/10.1016/j.ejrad.2008.01.056
http://doi.org/10.3390/jcm9020551
http://doi.org/10.1080/02841850802161023
http://doi.org/10.2106/00004623-199504000-00017
http://doi.org/10.1007/s00256-004-0783-9
http://doi.org/10.1097/01.rhu.0000141509.18395.3c
http://doi.org/10.1016/j.ejrad.2008.01.051
http://doi.org/10.1302/0301-620X.54B3.409
http://doi.org/10.3109/17453679409155226
http://doi.org/10.1002/0470867639.ch12
http://doi.org/10.1016/j.joca.2018.04.003
http://doi.org/10.1196/annals.1402.069
http://doi.org/10.1302/0301-620X.87B4.15658
http://doi.org/10.1302/0301-620X.75B2.8444939
http://doi.org/10.1302/0301-620X.72B6.2246284
http://doi.org/10.3109/17453678008990764
http://doi.org/10.1302/0301-620X.57B3.360
http://doi.org/10.1007/bf00450927
http://doi.org/10.1002/jor.1100110105
http://www.ncbi.nlm.nih.gov/pubmed/8380853
http://doi.org/10.1002/jor.1100100609
http://doi.org/10.1097/00003086-198804000-00019
http://doi.org/10.3109/17453678909149309
http://doi.org/10.7759/cureus.10547
http://doi.org/10.1186/ar2526
http://doi.org/10.1007/s00508-005-0326-y


Int. J. Mol. Sci. 2023, 24, 6761 7 of 7

31. Aigner, N.; Petje, G.; Schneider, W.; Meizer, R.; Wlk, M.; Kotsaris, S.; Knahr, K.; Landsiedl, F. Bone marrow edema syndrome of
the femoral head: Treatment with the prostacyclin analogue iloprost vs. core decompression: An MRI-controlled study. Wien.
Klin. Wochenschr. 2005, 117, 130–135. [CrossRef]

32. Paraskevopoulos, K.; Keskinis, A.; Vasios, I.S.; Makiev, K.G.; Tilkeridis, K.; Drosos, G.I.; Ververidis, A.N. Comparison of various
treatment modalities for the management of bone marrow edema syndrome/transient osteoporosis in men and non-pregnant
women: A systematic review. Osteoporos. Int. 2022, 34, 269–290. [CrossRef]

33. Radke, S.; Rader, C.; Kenn, W.; Kirschner, S.; Walther, M.; Eulert, J. Transient marrow edema syndrome of the hip: Results after
core decompression. A prospective MRI-controlled study in 22 patients. Arch. Orthop. Trauma Surg. 2003, 123, 223–227. [CrossRef]

34. Berger, C.E.; Kröner, A.H.; Kristen, K.-H.; Grabmeier, G.F.; Kluger, R.; Minai-Pour, M.B.; Leitha, T.; Engel, A. Transient Bone
Marrow Edema Syndrome of the Knee: Clinical and Magnetic Resonance Imaging Results at 5 Years After Core Decompression.
Arthrosc. J. Arthrosc. Relat. Surg. 2006, 22, 866–871. [CrossRef]

35. Ververidis, A.N.; Paraskevopoulos, K.; Tilkeridis, K.; Riziotis, G.; Tottas, S.; Drosos, G.I. Surgical modalities for the management
of bone marrow edema of the knee joint. J. Orthop. 2019, 17, 30–37. [CrossRef]

Disclaimer/Publisher’s Note: The statements, opinions and data contained in all publications are solely those of the individual
author(s) and contributor(s) and not of MDPI and/or the editor(s). MDPI and/or the editor(s) disclaim responsibility for any injury to
people or property resulting from any ideas, methods, instructions or products referred to in the content.

http://doi.org/10.1007/s00508-005-321-3
http://doi.org/10.1007/s00198-022-06584-8
http://doi.org/10.1007/s00402-003-0506-z
http://doi.org/10.1016/j.arthro.2006.04.095
http://doi.org/10.1016/j.jor.2019.08.025

	Introduction 
	Case Reports 
	Discussion 
	Conclusions 
	References

