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Abstract Schmorl's nodes were first described by the
pathologist Christian Schmorl in 1927 as a herniation of
the nucleus pulposus through the cartilaginous and bony
endplate into the vertebral body. Although such lesions
present most commonly as incidental findings in asymptomatic patients (or in patients with back or radicular pain
due to other etiology), there have been several reports
emphasizing the deleterious effects of the inflammatory
response and endplate changes elicited by the herniation
of for such reasons, Schmorl's nodes have been occasionally implicated in the etiology of chronic axial pain as
well as in pathological osteoporotic fractures. In this article, a thorough literature review about the most relevant
historical studies on Schmorl's nodes previously published
is performed. Furthermore, the authors provide an overview about the recent advances in basic science research
on the pathophysiology of such lesions, as well as on
current diagnostic and therapeutic paradigms.
Keywords Schmorl's node . Back pain . Modic changes .
Endplate changes . Osteoporotic fracture . Degenerative disc
disease

Introduction
Schmorl's nodes were first described by the pathologist
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T. A. Mattei (*)
Department of Neurosurgery,
University of Illinois College of Medicine at Peoria,
828 NE Glen Oak, #302, Peoria, IL 61603, USA
e-mail: tobias.mattei@osumc.edu
A. A. Rehman
University of Illinois College of Medicine at Peoria,
Peoria, IL, USA

pulposus through the cartilaginous and bony endplate into the
body of the adjacent vertebra. Most of the early studies in
Schmorl’s nodes focused on the epidemiological evaluation
of such lesions as observed in x-rays, computed tomography
(CT), and magnetic resonance imaging (MRI) as well as in the
study of predisposing factors and possible relations with other
diseases [16, 31, 40]. Moreover, some anatomo-pathological
studies attempted to compare some postmortem histopathological samples with the observed radiological findings [8, 33, 50].
Preliminary epidemiological studies have identified a predominance of Schmorl's nodes in males (76 % of cases), as
well as a correlation with disc degeneration in the T10–L1
region but not in the L2–L5 region. Another study did not
identify any relationship between the number, location or
size of Schmorl's nodes, and age or bone density [8]. A
recent epidemiological analysis revealed that Schmorl's
nodes occur more frequently in the thoracolumbar transition
(T7–L1 region) and most commonly affect the inferior (rather than the superior) surface of the vertebral body (62.3 %).
Additionally, it has already been demonstrated that in sagittal
images, Schmorl's nodes are more commonly located at the
middle portion of the vertebral bodies (63.7 %) [4].
A postmortem study which compared the histological
findings with radiological characteristics of Schmorl's nodes
found that in the peripheral regions of these lesions, where
the vertebral bodies were in contact with the node, it was
possible to observe growth of cartilaginous cells as well as
thickened bone trabeculae, which made them detectable to
plain x-rays [50]. According to early imaging studies, the
height of the Schmorl's nodes ranges from 1 to 9 mm in
lateral plain x-rays [30]. Such study has also suggested that,
due to the local disruption of forces over the endplates, there
would be a tendency of Schmorl's nodes to develop in a mirror
fashion in adjacent vertebral bodies (Fig. 1). Interestingly, in a
recent imaging study, Schmorl's nodes were found in up to
19 % lumbar MRIs of asymptomatic patients [10]. Other
studies, which combined radiological and postmortem
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Fig. 1 Photograph of postmortem specimens showing two Schmorl's
nodes on adjacent vertebral endplates. Note the mirror-like appearance
with similar shape, size, and position of the nodes (reproduced with
permission from Saluja et al. [37]

pathological analysis, have found that up to 73 % of the
general population may present small herniations of the nucleus pulposus into the vertebral endplates [8, 41].
Another interesting epidemiological study with 516 healthy
female twins (150 monozygotic and 366 heterozygotic) demonstrated that Schmorl's nodes have a very high heritability
(>70 %). Such study also found a positive correlation between
Schmorl's nodes (especially when multiple) and degenerative
disc disease (DDD), although the study was not able to demonstrate an independent association between Schmorl's nodes
and low back pain [48]. A number of genes, which have been
implicated in both DDD and Schmorl's nodes development,
may be responsible for such heritability, including an aggrecan
gene polymorphism [12], a vitamin D receptor [11], and matrix
metalloproteinase-3 gene alleles [44], all of which are responsible for synthesis and breakdown of molecules related to
maintenance of the disc anatomic integrity.

Schmorl's nodes and Modic endplate changes
The first description of the bone marrow changes adjacent to
vertebral endplates in degenerated lumbar discs dates to 1987
from Ross. Nevertheless, it was Modic, in 1988, who popularized a classification of such abnormalities based on his analysis
of more than 400 MRIs of the lumbar spine [22, 23]. According
to Modic, these different types of MRi signals reflect a progressive spectrum of vertebral body marrow changes associated with
degenerative disc disease.

There are basically three types of endplate (Modic) changes
which can be characterized using T1- and T2-weighted images
(T1W1 and T2WI, respectively) [22, 23] (Fig. 2). Type I changes
are hypointense T1WI and hyperintense in T2WI and represent,
at the histological level, bone marrow edema and inflammation
[23]. Type 2 are hyperintense in both T1WI and T2WI and
represent the conversion of normal red hemopoietic bone marrow into yellow fatty marrow as a result of ischemia [23]. Type 3
changes (a further division which was introduced by Modic in
latter works) are hypointense on both T1WI and T2WI and are
thought to represent a later stage of degeneration characterized by
subchondral bone sclerosis. Modic 0 would represent the absence
of any imaging signs of endplate degeneration.
In his original studies, Modic noted that the majority of
patients with type 1 changes eventually had conversion to type
2 changes overtime, whereas patients with type 2 abnormalities usually displayed little change, occasionally progressing
to type 3 after a long period [22]. Although there have been
some recent reports of type 2 conversion to type 1 and type 1
to type 0 (normal MRI appearance of the endplates), this
reverse pathway is rarely observed [9]. Therefore, it is common consent among the majority of experts that the progression of Modic type 1 to type 2 and type 3 represents the natural
history of the endplate changes associated with degenerative
disc disease, with type 1 representing the acute phase, type 2
the chronic phase, and type 3 the later sclerotic endstage.
Several previous studies have already demonstrated a significant correlation between Modic endplate changes and low back
pain [13, 14, 16, 40]. For instance, a cross-sectional cohort study
of a general population, which evaluated 412 individuals, found
that Modic changes and anterolisthesis were the variables with
the strongest association with axial back pain (odds ratio >4)
[14]. Most experts on the issue understand axial pain in the
presence of Modic endplate changes as a result of bone inflammation and instability. For example, a immunohistochemistry
analysis of vertebral endplates harvested during surgery of patients with low back pain demonstrated that vertebral endplates
from patients with Modic type 1 or type 2 had significantly more
‘protein gene product 9.5’-immunoreactive nerve fibers and
TNF-immunoreactive cells (two important markers of inflammation) than those samples obtained from patients with normal
endplates appearance in the lumbar MRI [26].
Schmorl's nodes have already been correlated with degenerative disc disease, low back pain [8, 48], and Modic changes
[26]. Nevertheless, the exact relationship between Modic
changes and Schmorl's nodes is not completely elucidated.
Previous studies have suggested that Modic endplate changes
may either precede or follow intervertebral disc degeneration
[35, 36]. There have also been suggestions that the occurrence
of multiple Schmorl's nodes in early life may possibly lead to
the appearance of Scheuermann's disease (juvenile kyphosis)
[5]. Furthermore, several reports have already demonstrated
that large Schmorl's node may present adjacent bone marrow
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Fig. 2 Imaging classification of
endplate degenerative changes as
proposed by Modic: type 1,
hypointense in T1WI and
hyperintense T2WI; type 2,
hyperintense in both T1WI and
T2WI; type 3, hypointense on
both T1WI and T2WI

changes which closely resembles Modic changes [2, 7, 43]. We
have also observed in our clinical practice that progression in
size of Schmorl's nodes is very often associated with increased
signal changes in the adjacent bone marrow, and that the
incidence of refractory low back in such patients seems to be
much higher in comparison with the group without Schmorl’s
nodes of with those patients with stable lesions. (Fig. 3).
Most authors agree that there seems to exist a relationship
between Modic changes and Schmorl's nodes, so that the
herniation of the content of the nucleus pulposus would in
some way explain the observed edema and the pathological
bone marrow changes [24, 29, 33] Some authors have even
hypothesized that Modic type III lesions and Schmorl's nodes
may, in fact, be two different clinical manifestations of the
same pathological process, so that Modic type III lesions
would be the quiescent or incipient pathological phase of
Schmorl's nodes. According to such hypothesis, the gradual
degeneration of the intervertebral disc with aging would lead to
progressive endplate changes from Modic type 1 to type 2 and
type 3. Following such paradigm, the later stage of endplate
degeneration (Modic type 3), when superimposed by external
factor (such as trauma) or systemic ones (such as osteomalacia,
developmental defects, infection, or Scheuermann's disease),
would manifest itself as a complete disruption of the endplate
cartilage, extravasation of the disc content into the vertebral
body, and formation of Schmorl's nodes [44].

vessels which subsequently degenerate, so that the normal
adult intervertebral disc is virtually avascular. According to
such theory, the abnormal persistence of such vascular channels
would weaken the vertebral endplate and, thereby, facilitate the
herniation of the nucleus pulposus into the subchondral bone
[39]. One support for such theory comes from the fact that
previous postmortem studies of the adult lumbar spines found
that such vascular channels penetrating the cartilaginous
endplate occur mainly in the central region of the vertebral
surface, the most common location of Schmorl's nodes [17, 25].
Other authors have suggested that Schmorl's nodes may
be the final result of ischemic necrosis beneath the cartilaginous endplate, and that herniation of the nucleus pulposus
into the vertebral body would be a secondary phenomenon.
In support to such hypothesis, histological examinations of
postmortem en-bloc slices through Schmorl's nodes suggested the presence of subchondral osteonecrosis [29]. In
such study, it was possible to observe, beneath the cartilage
endplate, the presence of fibrosis within the bone marrow
cavities, with disappearance of both fat cells as well as of
osteocytes within the bone trabeculae. According to such
theory, there would be a close histological resemblance
between the pathophysiology of Schmorl's nodes and that
of avascular necrosis of the femoral head.

Clinical presentation
Pathophysiology of Schmorl's nodes

Schmorl's nodes and low back pain

The pathophysiology of Schmorl's nodes development is still
a matter of great debate. The classical hypothesis states that
such lesions would be related to abnormalities of the vertebral
blood vessels during development [21, 38]. It is known that, in
the fetal period, the intervertebral discs are supplied by blood

Although some epidemiological studies have previously
suggested that patients with Schmorl's nodes may present a
higher incidence of low back pain in comparison to the normal
population [45], this finding is not unanimous in the literature
[48]. In fact, there seems to be a small specific subgroup of
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Fig. 3 MRI of the lumbar spine demonstrating that endplate degeneration
caused by traumatic external factors may lead to formation of Schmorl's
nodes which may increase in size and progress with adjacent bone marrow
edema. a Initial sagittal MRI (T1WI on the left and T2WI on the right) in a
patient with clear left radicular pain and a L5/S1 disc protrusion. b The
patient was submitted to a left L5/S1 microdiscectomy and presented
complete resolution of the radicular pain. Nevertheless, 3 months later, he
returned to follow-up with low back pain. The new MRI demonstrated a

small fluid collection in the paraspinal soft tissue as well as signs of initial
degeneration of the superior endplate (hypointense in T1WI—left, and
hyperintense in short TI inversion recovery—right). Clinically, there was
no sign of acute infection and the wound was clean c Control MRI 6 months
later demonstrating progression of the endplate changes with a typical
concentric ring abnormality similar to a Modic type 1 change (hypointense
in T1WI—left, and hyperintense in T2WI—right) as well as formation of a
new Schmorl's node not present in previous exams

patients with Schmorl's nodes which tend to present with low
back pain. It has been suggested that such group can identified
as those patients whose MRI of the lumbar spine presents low
signal intensity on T1WI and high signal intensity on T2WI in
the vertebral body surrounding the Schmorl's node. Such
findings, which would indicate the presence of inflammation
and edema in the bone marrow, seem to have a high sensitivity
and specificity for identifying such subgroup of patients with
so-called painful Schmorl's nodes [43].
We have found in our clinical practice that Schmorl's
nodes which present progression in size and significant T2
signal alteration in the adjacent vertebral bone, present a
higher risk of fracture due to disruption of the integrity of
the vertebral body (Fig. 4). As it will be discussed in the
sequence, this subgroup of patients may specifically benefit
from surgical intervention in the presence of refractory low
back pain and compatible imaging findings. In fact, a previous imaging study found that, although most of the

Schmorl's nodes tend to be stable in size in follow-up imaging exams (in an average follow-up of 17 months), around
26 % of the patients will present an increase in the node's size
and 13 % will demonstrate increased T2 signal in the adjacent vertebrae [49]. According to this study, the incidence of
fractures may increase to 10 % in such subgroup of patients.
The pain observed in the presence of Schmorl's nodes is
thought to be related to inflammatory changes and cell infiltration induced by the presence of intraspongious disc components in contact with the vertebral bone marrow [1], as
well as to occult trabecular bone fractures which may further
aggravate inflammation and edema [45]. In addition to the
surrounding edema, it has already been demonstrated that a
significant proportion of such ‘painful’ Schmorl's nodes may
present contrast enhancement after gadolinium administration, suggesting the presence of increased vascularization in
such tissue in comparison with control lesions in asymptomatic patients [42]. Such study demonstrated that contrast-
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Fig. 4 Patient with a giant
Schmorl's node in the L2
vertebral body (a sagittal T1WI;
b sagittal T2WI fat suppression).
The patient presented with acute
axial back pain after a minor fall
and imaging exams compatible
with an acute fracture which was
treated with vertebroplasty with
complete resolution of the pain
(c lateral x-ray postvertebroplasty)

enhancing Schmorl's nodes were larger than the noncontrast-enhancing ones and more frequently associated with
bone marrow edema [42]. Furthermore, some studies have
also demonstrated that Schmorl's nodes may present focal
increased uptake of fluorodeoxyglucose at positron emission
tomography (PET/CT), suggesting the presence of an active
inflammatory process [2]. Although there are very few studies in the literature on the topic [20], in our personal clinical
practice, bone scan scintigraphy has proven to be a valuable
diagnostic tool in order to reveal the inflammatory changes
related to endplate degeneration which may be significantly
increased in Schmorl’s nodes and, therefore, to identify the
patients which might benefit from additional interventional
procedures. Finally, although the great majority of patients
with symptomatic Schmorl's nodes will present only axial
back pain, there have been reports of Schmorl's nodes which
extravasate posteriorly to the spinal canal and neural foramen causing significant radicular pain [3].
Schmorl's nodes and osteoporotic fractures
Although several observational studies [6, 19, 24] have
observed an association between Schmorl's nodes and osteoporotic fractures, the exact relationship between these two
pathological entities is still not clear.
An imaging study, for example, demonstrated that neurologically asymptomatic patients with stable vertebral fractures
in childhood present a higher incidence of Schmorl's nodes at
the fracture level in comparison with the normal pediatric
population, suggesting that trauma may also be an important
etiological factor for development of Schmorl’s nodes [24].
Other authors contest such traumatic hypothesis for the formation of Schmorl's nodes, defending that such lesions would
be rather associated with the development of spinal vertebrae
during early life, a period during which the nucleus pulposus
would exert pressure on the weakest portion of the adjacent
vertebrae and ending up producing small micro-herniations,
which would increase in size with further biomechanical
stress later in life, especially after torsional spine movements

[4]. Such theory is supported by the fact that Schmorl's nodes
are more commonly found in the inferior half of the vertebral
body. According to these authors, this finding can be
explained by the fact that during the embryological period
and early life, the inferior half of the vertebrae is mechanically
weaker than the superior half [4].
There has also been some suggestion in the literature that
Schmorl's nodes may represent an early stage of endplate
osteoporotic fracture. For example, a cadaveric study demonstrated that cyclical axial compression in segments with normal discs lead to appearance of Schmorl's nodes, while in
moderated degenerated discs it leads to central endplate fractures (type II). In such study, burst fractures were observed
whenever such specimens presented failure in the first loading
cycle and were submitted to a second cycle [6]. Another study,
which aimed to evaluate the normal ranges for vertebral body
wedging at the thoracolumbar junction in asymptomatic
healthy subjects, demonstrated that the height of the vertebral
body in patients with Schmorl's nodes was significantly lower
than in patients without. Such findings corroborate the supposition that Schmorl's nodes may represent an early stage of
endplate osteoporotic fracture, which, at the long term might
lead to loss in vertebral body height and increased vertebral
wedging [19].
Additionally, an animal experiment has already demonstrated
that repetitive mechanical stresses on the vertebral body may
induce the formation of Schmorl's nodes [34]. Another study,
which attempted to unveil the possible relation of Schmorl's
nodes and traumatic injuries demonstrated that around 57 % of
these lesions could be traced to episodes of significant, suddenonset, localized, non-radiating back pain, and tenderness for
which the MRI showed a Schmorl's node surrounded by vertebral body marrow edema. Interestingly, in 43 % of the patients in
which no Schmorl's node were identified but the bone marrow
immediately adjacent to the endplate demonstrated signs of
edema, developed asymptomatic Schmorl's nodes in follow-up
MRIs [46]. With basis on such results, the authors of such study
defend that both symptomatic and asymptomatic Schmorl's
nodes could be ultimately traced to a traumatic triggering
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episode. Finally, there have also been reports of new formation
of Schmorl's node after discography for evaluation of degenerative disease [32].
According to such evidence, it is important to have in mind
the possible relationship between Schmorl's nodes and spinal
fractures, especially in the elderly population. In our practice,
old patients (especially postmenopausal women) presenting
with Schmorl's nodes receive a routine assessment of bone
mineral density measurements through dual energy x-ray absorptiometry (DEXA scan) for investigation of osteoporosis
[28]. In the case of positive with DEXA scan results, in order to
rule secondary causes, a basic metabolic investigation is
performed, including total serum and ionized calcium, complete blood count, 25-hydroxyvitamin D, T3, T4, and thyroid
stimulating hormone and, eventually serum protein electrophoresis for those patients with vertebral fractures in which multiple myeloma is suspected.

Treatment of Schmorl's nodes
As already mentioned, the majority of patients with
Schmorl's nodes will be asymptomatic or will present with
low back pain from another etiology. Nevertheless, a small
subgroup of patients with refractory low back pain (and in
whom the MRI findings demonstrate a Schmorl's node of
significant dimension and adjacent bone edema), may benefit from some form of intervention. Several different treatment paradigms have been proposed for the management of
Schmorl's nodes depending on the viewpoint through which
they are approached: either as a variant of vertebral body
fractures or a form of endplate change associated with degenerative disc disease.
Vertebroplasty
As previous studies have shown that Schmorl's nodes may
represent an early stage of vertebral body fracture [6, 19],
and clinical studies have demonstrated a significant clinical
benefit of vertebroplasty with polymethylmethacrylate
(PMMA) in patients with osteoporotic fractures [15], some
groups have proposed the use of vertebroplasty as a therapeutic strategy in patients with chronic low back pain and
Schmorl's nodes which demonstrate significant signs of local
edema and inflammation in imaging exams [18, 47].
In fact, some studies have reported very high success rates
(up to 80 %) of back pain relief after vertebroplasty with
PMMA in patients with large Schmorl's nodes [18, 47]. It is
important to remember that the authors of such studies emphasize that, for a Schmorl's node to be considered symptomatic or
active, the MRI must demonstrate T1 and T2 MRi signal
changes typical of inflammation. Moreover, it has also been
suggested that the cement injection should specifically target

the edematous rim around the node (as seen on MRI) and
which has been implicated as the main source of pain [46]. In
such studies, it has been reported that the injected PMMA tends
to distribute according to the limits of the Schmorl's nodes,
covering the observed hyperintense area in the T2 and STIR
sequences, without surpassing the vertebral body margins and,
surprisingly, with very low rates of extravasation toward the
intervertebral disc space.
Fusion
Another therapeutic approach which has been proposed to
Schmorl's nodes relies on the interpretation of them as
endplate lesions which may be associated with variable
degrees of intervertebral disc degeneration and discogenic
pain. The management protocols based on such paradigm
recommend that patients with Schmorl's nodes and chronic
low back pain, especially those in the young population and
which present also MRI findings suggestive of advanced
disc degeneration in the respective level, should be submitted to provocative discography and, in the case of a positive
response, to fusion of the involved segment.
In a retrospective evaluation of 21 patients with Schmorl's
nodes, refractory chronic back pain, positive discography,
and which were submitted to lumbar fusion (either through
anterior or posterior approaches), the authors found, in a
mean follow-up of 3.5 months, a statistically significant
improvements in the VAS and ODI scores [30]. In fact, 20
of the 21 patients reported complete disappearance or
marked alleviation of the low back pain and a definite improvement in physical function after the surgical procedure.
According to the authors of such study, Schmorl's nodes
may induce mechanical pain (i.e., movement-related pain)
through the production of inflammatory mediators and cytokines, such as bradykinin, prostaglandin E2, and IL-1, which
are generated due to endplate osteonecrosis [29], sensitizing
the silent nociceptors which usually do not respond to mechanical stimulation.
However, it is important to remember that, as previous
clinical observational studies have demonstrated an incidence
of almost 30 % of Schmorl's nodes in the general asymptomatic population [46], such groups strongly rely on provocative
discography in order to select those patients which might
significantly benefit from surgical fusion of the affected level.
Alternative treatments
As previous animal models have demonstrated that tumor
necrosis factor alpha (TNF-α) may be implicated in radicular
pain generated by nucleus pulposus herniation, and that
TNF-α blockade may be effective in preventing nucleus
pulposus-induced functional and structural nerve root injury
in animal models [27], some authors have tested the use of a
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TNF-α inhibitor (infliximab) for treatment of painful
Schmorl's nodes refractory to medical therapy. Such treatment consisted in infliximab infusions at a dose of 3 mg/kg at
weeks 0, 2, 6, and 14. Both patients treated according to such
pilot protocol presented a remarkable clinical response in
terms of back pain as measured by VAS (decrease from
VAS=90 to VAS=0 and VAS 85 to VAS=7) as well MRI
imaging changes which revealed complete disappearance of
the contrast enhancement of the Schmorl's nodes and of the
adjacent bone marrow edema. Finally, there is also a report
of improvement of back pain after ramus communicans
nerve blocking in a patient with a large and painful
Schmorl's node.

Conclusions
Although Schmorl's nodes most commonly present as an
incidental finding in asymptomatic patients (or in patients
with low back or radicular pain due to another etiology), there
have been several reports of the deleterious effect of the
inflammatory response in the adjacent bone elicited by the
herniation of the nucleus pulposus, which may lead, in some
cases, to a significantly impairment of the anatomical integrity
of the vertebral body and its associated load-sharing capacity,
incurring in chronic axial pain and even pathological
fractures.
It is important for the neurosurgeon to be able to recognize
such subgroup of patients by combining both clinical and specific imaging findings, as such population might benefit from
further interventional procedures (such as vertebroplasty or fusion) which have already been demonstrated to provide significant sustained clinical improvement at the long-term follow-up
in selected cases.

References
1. Bobechko WP, Hirsch C (1965) Auto-immune response to nucleus
pulposus in the rabbit. J Bone Joint Surg Br 47:574–580
2. Chen YK, Chen HY, Kao CH (2011) Schmorl's node may cause an
increased FDG activity. Clin Nucl Med 36:494–495
3. Coulier B, Ghosez JP (2002) Lumbar radiculopathy caused by a
tunneling transvertebral Schmorl's node. Skeletal Radiol 31:484–487
4. Dar G, Masharawi Y, Peleg S, Steinberg N, May H, Medlej B, Peled
N, Hershkovitz I (2010) Schmorl's nodes distribution in the human
spine and its possible etiology. Eur Spine J 19:670–675
5. Gustavel M, Beals RK (2002) Scheuermann's disease of the lumbar
spine in identical twins. AJR Am J Roentgenol 179:1078–1079
6. Hansson TH, Keller TS, Spengler DM (1987) Mechanical behavior
of the human lumbar spine. II. Fatigue strength during dynamic
compressive loading. J Orthop Res 5:479–487
7. Hauger O, Cotten A, Chateil JF, Borg O, Moinard M, Diard F
(2001) Giant cystic Schmorl's nodes: imaging findings in six patients. AJR Am J Roentgenol 176:969–972

8. Hilton RC, Ball J, Benn RT (1976) Vertebral end-plate lesions (Schmorl's
nodes) in the dorsolumbar spine. Ann Rheum Dis 35:127–132
9. Hutton MJ, Bayer JH, Powell JM (2011) Modic vertebral body
changes: the natural history as assessed by consecutive magnetic
resonance imaging. Spine (Phila Pa 1976) 36:2304–2307
10. Jensen MC, Brant-Zawadzki MN, Obuchowski N, Modic MT,
Malkasian D, Ross JS (1994) Magnetic resonance imaging of the
lumbar spine in people without back pain. N Engl J Med 331:69–73
11. Jones G, White C, Sambrook P, Eisman J (1998) Allelic variation in
the vitamin D receptor, lifestyle factors and lumbar spinal degenerative disease. Ann Rheum Dis 57:94–99
12. Kawaguchi Y, Osada R, Kanamori M, Ishihara H, Ohmori K,
Matsui H, Kimura T (1999) Association between an aggrecan gene
polymorphism and lumbar disc degeneration. Spine (Phila Pa 1976)
24:2456–2460
13. Kjaer P, Korsholm L, Bendix T, Sorensen JS, Leboeuf-Yde C
(2006) Modic changes and their associations with clinical findings.
Eur Spine J 15:1312–1319
14. Kjaer P, Leboeuf-Yde C, Korsholm L, Sorensen JS, Bendix T
(2005) Magnetic resonance imaging and low-back pain in adults:
a diagnostic imaging study of 40-year-old men and women. Spine
(Phila Pa 1976) 30:1173–1180
15. Klazen CA, Lohle PN, de Vries J et al (2010) Vertebroplasty versus
conservative treatment in acute osteoporotic vertebral compression fractures (Vertos II): an open-label randomised trial. Lancet 376:1085–1092
16. Lipson SJ, Fox DA, Sosman JL (1985) Symptomatic intravertebral disc
herniation (Schmorl's node) in the cervical spine. Ann Rheum Dis
44:857–859
17. Maroudas A, Stockwell RA, Nachemson A, Urban J (1975) Factors
involved in the nutrition of the human lumbar intravertebral disc:
cellularity and diffusion of glucose in vitro. J Anat 120:113–130
18. Masala S, Pipitone V, Tomassini M, Massari F, Romagnoli A,
Simonetti G (2006) Percutaneous vertebroplasty in painful
Schmorl nodes. Cardiovasc Intervent Radiol 29:97–101
19. Matsumoto M, Okada E, Kaneko Y, Ichihara D, Watanabe K, Chiba K,
Toyama Y, Fujiwara H, Momoshima S, Nishiwaki Y, Hashimoto T,
Takahata T (2011) Wedging of vertebral bodies at the thoracolumbar
junction in asymptomatic healthy subjects on magnetic resonance imaging. Surg Radiol Anat 33:223–228
20. Maus T (2010) Imaging the back pain patient. Phys Med Rehabil
Clin N Am 21:725–766
21. McFadden KD, Taylor JR (1989) End-plate lesions of the lumbar
spine. Spine (Phila Pa 1976) 14:867–869
22. Modic MT, Masaryk TJ, Ross JS, Carter JR (1988) Imaging of
degenerative disc disease. Radiology 168:177–186
23. Modic MT, Steinberg PM, Ross JS, Masaryk TJ, Carter JR (1988)
Degenerative disc disease: assessment of changes in vertebral body
marrow with MR imaging. Radiology 166:193–199
24. Moller A, Maly P, Besjakov J, Hasserius R, Ohlin A, Karlsson MK
(2007) A vertebral fracture in childhood is not a risk factor for disc
degeneration but for Schmorl's nodes: a mean 40-year observational study. Spine (Phila Pa 1976) 32:2487–2492
25. Nachemson A, Lewin T, Maroudas A, Freeman MA (1970) In vitro
diffusion of dye through the end-plates and the annulus fibrosus of
human lumbar inter-vertebral discs. Acta Orthop Scand 41:589–
607
26. Ohtori S, Inoue G, Ito T, Koshi T, Ozawa T, Doya H, Saito T, Moriya
H, Takahashi K (2006) Tumor necrosis factor-immunoreactive cells
and PGP 9.5-immunoreactive nerve fibers in vertebral endplates of
patients with discogenic low back pain and Modic type 1 or type 2
changes on MRI. Spine (Phila Pa 1976) 31:1026–1031
27. Olmarker K, Rydevik B (2001) Selective inhibition of tumor necrosis factor-alpha prevents nucleus pulposus-induced thrombus
formation, intraneural edema, and reduction of nerve conduction
velocity: possible implications for future pharmacologic treatment
strategies of sciatica. Spine (Phila Pa 1976) 26:863–869

Neurosurg Rev
28. Papaioannou A, Morin S, Cheung AM et al (2010) Clinical practice
guidelines for the diagnosis and management of osteoporosis in
Canada: summary. CMAJ 182:1864–1873
29. Peng B, Wu W, Hou S, Shang W, Wang X, Yang Y (2003) The
pathogenesis of Schmorl's nodes. J Bone Joint Surg Br 85:879–882
30. Peng B, Chen J, Kuang Z, Li D, Pang X, Zhang X (2009) Diagnosis
and surgical treatment of back pain originating from endplate. Eur
Spine J 18:1035–1040
31. Pfirrmann CW, Resnick D (2001) Schmorl nodes of the thoracic
and lumbar spine: radiographic–pathologic study of prevalence,
characterization, and correlation with degenerative changes of
1,650 spinal levels in 100 cadavers. Radiology 219:368–374
32. Pilet B, Salgado R, Van Havenbergh T, Parizel PM (2009) Development
of acute Schmorl nodes after discography. J Comput Assist Tomogr
33:597–600
33. Resnick D, Niwayama G (1978) Intervertebral disc herniations:
cartilaginous (Schmorl's) nodes. Radiology 126:57–65
34. Revel M, Andre-Deshays C, Roudier R, Roudier B, Hamard G,
Amor B (1992) Effects of repetitive strains on vertebral end plates
in young rats. Clin Orthop Relat Res 279:303–309
35. Roberts S, Menage J, Einsenstein SM (1993) The cartilage endplate and intervertebral disc in scoliosis: calcification and other
sequelae. J Orthop Res 11:747–757
36. Roberts S, Urban JP, Evans H, Einsenstein SM (1996) Transport
properties of the human cartilage endplate in relation to its composition and calcification. Spine (Phila Pa 1976) 21:415–420
37. Saluja G, Fitzpatrick K, Bruce M, Cross J (1986) Schmorl's nodes
(intravertebral herniations of intervertebral disc tissue) in two historic British populations. J Anat 145:87–96
38. Schmorl G (1928) Uber Knorpelknotchen an den Wirbelbandscheiben.
Fortschr Rontgenstr 38:265–279
39. Schmorl G, Junghanns H (1971) The human spine in health and
disease. Grune and Stratton, New York
40. Smith DM (1976) Acute back pain associated with a calcified
Schmorl's node: a case report. Clin Orthop Relat Res 117:193–196
41. Silberstein M, Opeskin K, Fahey V (1999) Spinal Schmorl's nodes:
sagittal sectional imaging and pathological examination. Australas
Radiol 43:27–30
42. Stabler A, Bellan M, Weiss M, Gartner C, Brossmann J, Reiser MF
(1997) MR imaging of enhancing intraosseous disc herniation
(Schmorl's nodes). AJR Am J Roentgenol 168:933–938
43. Takahashi K, Miyazaki T, Ohnari H, Takino T, Tomita K (1995)
Schmorl's nodes and low-back pain. Analysis of magnetic resonance imaging findings in symptomatic and asymptomatic individuals. Eur Spine J 4:56–59
44. Takahashi M, Haro H, Wakabayashi Y, Kawa-uchi T, Komori H,
Shinomiya K (2001) The association of degeneration of the intervertebral
disc with 5a/6a polymorphism in the promoter of the human matrix
metalloproteinase-3 gene. J Bone Joint Surg Br 83:491–495

View publication stats

45. Takatalo J, Karppinen J, Niinimaki J, Taimela S, Mutanen P, Sequeiros
RB, Nayha S, Jarvelin MR, Kyllonen E, Tervonen O (2012)
Association of Modic changes, Schmorl's nodes, spondylolytic defects, high-intensity zone lesions, disc herniations, and radial tears with
low back symptom severity among young Finnish adults. Spine (Phila
Pa 1976) 37:1231–1239
46. Wagner AL, Murtagh FR, Arrington JA, Stallworth D (2000)
Relationship of Schmorl's nodes to vertebral body endplate fractures
and acute endplate disc extrusions. AJNR Am J Neuroradiol 21:276–281
47. Wenger M, Markwalder TM (2009) Fluoronavigation-assisted, lumbar
vertebroplasty for a painful Schmorl node. J Clin Neurosci 16:1250–1251
48. Williams FM, Manek NJ, Sambrook PN, Spector TD, Macgregor
AJ (2007) Schmorl's nodes: common, highly heritable, and related
to lumbar disc disease. Arthritis Rheum 57:855–860
49. Wu HT, Morrison WB, Schweitzer ME (2006) Edematous
Schmorl's nodes on thoracolumbar MR imaging: characteristic
patterns and changes over time. Skeletal Radiol 35:212–219
50. Yasuma T, Saito S, Kihara K (1988) Schmorl's nodes. Correlation
of X-ray and histological findings in postmortem specimens. Acta
Pathol Jpn 38:723–733

Comments
Hussam Metwali, Hannover, Germany
In this article, the author discussed the debate of the clinical/radiological significance of Schmorl's nodules. The authors performed a nice
review of literature making this article a good reference for further
reading in this topic. Although this article appears academically nice,
its impact in clinical practice, according to our opinion, is limited. The
debate is not solved. It would be better if the authors had added their
own series and discussed their own finding.
It would be great if the authors use this knowledge for a future
clinical study.
Noel I Perin, New York, USA
This is an interesting article researching a common finding on
routine MRI studies, which may be relevant in patients with back pain
symptoms. The pathophysiology of these lesions and their association
with adjacent disc degeneration is an important observation. Patients
presenting with back pain symptoms and large Schmorl's nodes with
type 1 Modic changes may well be candidates for surgical treatment
when conservative treatment measures fail. Additionally, osteoporotic
patients with large Schmorl's nodes may benefit from early
vertebroplasty to prevent fractures. The authors should be congratulated
for this interesting paper on an entity thought of as an incidental finding
on MRI studies and reminds us to observe these lesions more closely.

