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Case Report
Myopericytoma in the oral cavity:  
a rare case report and literature review
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Abstract: Myopericytoma (MPC) is a rare, benign, and cellular mesenchymal neoplasm. Histologically, it is character-
ized by concentric perivascular proliferation of spindle-shaped tumor cells. While MPCs predominantly occur in the 
subcutaneous or superficial soft tissues of distal extremities, oral MPCs are exceptionally rare. Herein, we present a 
case of MPC located in the sublingual region of a 74-year-old male. Additionally, we conducted a systematic review 
of 29 previously reported cases to delineate the clinicopathological and molecular features of MPC. This compre-
hensive analysis aims to improve diagnostic accuracy and enhance the cognition of this uncommon tumor entity’s 
clinicopathological characteristics and biological behavior.
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Introduction

Myopericytoma (MPC), a rare slow-growing 
mesenchymal neoplasm, predominantly dem-
onstrates benign behavior. These lesions ty- 
pically manifest as well-demarcated subcuta-
neous nodules, with preferential localization to 
the subcutaneous and superficial soft tissue  
of distal extremities [1], followed by proximal 
extremities and internal organs such as the 
liver, spleen and kidney [2-5]. Their occurrence 
in the oral cavity constitutes an extraordinary 
rarity within diagnostic pathology.

Histopathologically, MPC displays hypercellular 
architecture featuring a morphological spec-
trum from oval to spindle cells, arranged in con-
centric patterns around vascular vessels-a hall-
mark of perivascular myoid differentiation. Due 
to its overlapping histological features with 
other mesenchymal spindle cell tumors, sys-
tematic immunohistochemical evaluation be- 
comes imperative to exclude morphologic mi- 
mics.

While histomorphological analysis combined 
with immunophenotyping remains the diagnos-
tic gold standard, the inherent diagnostic com-

plexity underscores the necessity for multidis- 
ciplinary collaboration between clinicians and 
pathologists to achieve precise differentiation. 
In this context, we elucidate a novel case of 
sublingual MPC accompanied by a meta-analy-
sis of 29 documented cases from 24 publica-
tions [6-29], thereby advancing the understand-
ing of diagnostic challenges and management 
paradigms for this entity.

Case presentation

A 74-year-old male was referred to Shanghai 
Stomatological Hospital for evaluation of a 
painless, slow-growing sublingual mass in one-
month duration. Physical examination identified 
a semi-firm mass in the mouth floor with well-
circumscribed margins, mobile upon palpation 
without evidence of tissue adhesion. Magnetic 
resonance imaging (MRI) revealed a well-cir-
cumscribed spherical soft tissue mass occupy-
ing the sublingual space (Figure 1). The body  
of the tongue was pressed upward. The lesion 
demonstrated close anatomical proximity to 
the mandibular cortex, comprehensive radio-
graphic evaluation showed preserved cortical 
integrity without evidence of osseous involve-
ment or periosteal reaction.
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Local resection was performed, and the speci-
men was submitted for pathological analysis. A 
gross evaluation revealed a well-circumscribed 
soft tissue nodule with a rubbery texture. The 
lesion measured approximately 2.5 cm × 2.5 
cm × 2.2 cm. The cut surface appeared yellow-
brown with randomly distributed cystic spaces.

Histopathological examination with hematoxy-
lin and eosin staining demonstrated a well- 
circumscribed, hypercellular proliferative lesion 
containing a prominent vascular network (Fi- 
gure 2A). Tumor cells were oval to short spin-
dle-shaped with eosinophilic cytoplasm and 
uniform chromatin. Notably absent were signifi-
cant nuclear atypia, increased mitotic activity, 
or necrosis. Histologically, the lesion exhibited 
characteristic fascicular and sheet-like growth 
patterns concentrically arranged around pro- 
minent squeezed, thin-walled vessels inter-
spersed throughout (Figure 2B). In some areas, 
tumor cells demonstrated a distinctive mor-

(Figure 3C). The tumor cells had a low Ki-67 
proliferation index, less than 5% (Figure 3D). 
Histopathological examination and immunohis-
tochemical evaluation confirmed definitive my- 
opericyte differentiation in the proliferating 
spindle cells. Therefore, the lesion was diag-
nosed as MPC in the mouth floor. 

At the 5-month postoperative follow-up, the 
surgical site demonstrated satisfactory heal-
ing. Regular clinical examinations and MRI sur-
veillance were recommended to evaluate for 
residual disease or recurrence.

Discussion

MPC is a rare benign mesenchymal neoplasm 
characterized by spindle-shaped perivascular 
myoid cells, which display apparent differentia-
tion towards perivascular myoid cells named 
myopericytes [30]. Myopericytes are sited ar- 
ound capillaries and small vessels, and are 

Figure 1. The soft tissue lesion by magnetic resonance imaging (MRI) in 
the sublingual region of the mouth. A. MRI displayed a well-defined, circular 
soft tissue lesion in the sublingual region of the mouth, which appeared 
isointense on the T1WI sequence. B. T2WI sequence showed the lesion with 
mixed isointensity and hyperintensity. C. The lesion presented as hyperin-
tense on the DWI sequence. D. After contract enhancement, the lesion dem-
onstrated heterogeneous enhancement, with regions varying from moderate 
to marked signal intensity elevation.

phology of concentric perivas-
cular proliferation (Figure 2C). 
The tumor stroma demonstr- 
ated prominent myxoid degen-
eration with secondary cystic 
change, accompanied by nu- 
merous dilated thin-walled 
vessels (Figure 2D, 2E). The 
unique pseudo-cystic strom- 
al changes with angiomatous 
proliferation mimicked cavern-
ous hemangioma histological-
ly. Focal whirling myoid nod-
ules protruding into vascular 
lumens were observed as well 
(Figure 2F). Tumor cells were 
notably positive for αlpha-
smooth muscle actin (α-SMA) 
and calponin (Figure 3A) but 
negative for desmin, s100 cal-
cium-binding protein (S-100), 
SRY-box transcription factor 
10 (SOX10), signal transducer 
and activator of transcription 
(STAT6), β-catenin, and cyto-
keratin pan (CKpan) by immu-
nohistochemical staining (Fi- 
gure 3B). Cluster of differenti-
ation 34 (CD34) and ETS-
related gene (ERG) highlighted 
the vascular endothelial net-
work rather than tumor cells 
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considered a transitional cell type between 
pericytes and vascular smooth muscle cell 
lines [31]. The contractile function of myoperi-
cytes could regulate blood vessel diameter  
and capillary permeability [7]. Besides vascular 
functions of angiogenesis and blood pressure 
regulation, myopericytes are involved in tumor 
formation, growth, vascular invasion, and me- 
tastasis. Additionally, myopericytes are regard-
ed as a type of perivascular stem cells capable 
of differentiating into multiple mesenchymal 
lineages [32]. 

“Hemangiopericytoma” was first named to des- 
cribe a class of tumors characterized by round 
to oval cells and a presumed pericytic origin in 

(AIDS) [34, 35]. However, the mechanism un- 
derlying EBV-associated MPC remains unclear.

To improve the recognition of MPC and clarify 
its clinicopathological differences between oral 
and extraoral manifestations, we conducted a 
systematic review of 29 patients from 24 publi-
cations along with our original case, providing a 
comprehensive characterization of oral MPCs 
(Tables 1, 2). MPCs have been reported across 
a broad age range, from newborns to elderly 
patients up to 84 years old [27, 36]. Combining 
literature reports and our MPC case data, we 
found that the age of onset for oral MPC ranges 
from 6 to 74 years (median: 42.17 ± 3.57), with 
a slight female predominance (male-to-female 

Figure 2. Histological features by hematoxylin and eosin (H&E) staining of 
myopericytoma (MPC). (A) Clear fibrovascular envelope of MPC. (B) The tu-
mor demonstrated hypercellular fascicular or swirling growth patterns with 
squeezed, thin-walled vessels interspersed throughout. (C) The distinctive 
pattern of concentric perivascular growth around the blood vessels. (D) Mu-
cous degeneration in the mesenchyme with sparse tumor cells. (E) The mim-
icking pattern of cavernous hemangioma by obvious mucous degeneration 
or microcystic change along with numerous gaping and dilated thin-walled 
vessels embedded inside. (F) Whirling myoid nodules protruding into the 
vascular lumen. ×5 (A), ×100 (B-F). Bar = 5 mm (A), 250 μm (B-F).

1942. The terminology “myo-
pericytoma” was adopted to 
refer to a subset of pericytic 
tumors featuring concentric 
perivascular proliferation by 
myoid spindle-shaped cells 
around blood vessels in 1998. 
The World Health Organization 
(WHO) endorsed the terminol-
ogy “myopericytoma” in 2002 
to distinguish this lesion from 
“hemangiocytoma” previously 
described. Due to the signifi-
cant overlap in morphology 
and histogenesis, myopericy-
toma, myofibroma, angioleio-
myoma, and glomus tumor we- 
re classified under the broad 
category of pericytic neoplas- 
ms by the WHO classification 
of soft tissue tumors and bone 
in 2013. 

The pathogenesis of MPCs 
remains poorly understood. 
Current evidence suggests an 
association between MPCs 
and prior trauma or chronic 
scarring, as documented in 
the literature [33]. MPC of our 
case was sited in the base of 
the oral cavity, where friction 
might trigger tumor formation. 
Epstein-Barr virus (EBV) has 
been etiologically implicated 
in rare cases of MPC, particu-
larly among immunocompro-
mised patients with acquired 
immunodeficiency syndrome 
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ratio: 1:1.14). MPC typically arises in subcuta-
neous or superficial soft tissues of distal ex- 
tremities. In contrast, oral MPC shows no si- 
te predilection. In our analysis, oral MPCs oc- 
curred at diverse sites: tongue (6 cases), lip (6), 
parotid gland (8), gingiva (5), buccal mucosa 
(3), base of oral cavity (1), and parapharynx (1). 
MPCs usually present as slow-growing, pain-
less nodules that could last for several years 
and lack specific symptoms [37]. However, in- 
travascular MPC could cause spontaneous 
deep vein thrombosis, leading to sudden-onset 
pain and swelling in the upper arm [38, 39]. 
MPC of the axillary artery can even cause stro- 
kes that manifest as a transient speech disor-
der [40]. Compared to its variable manifesta-
tions at other anatomical sites, the most com-
mon clinical presentation of MPCs in the oral 
cavity was painless, slow-growing masses. In 
our cohort, uncommon manifestations includ-
ed pain (4 cases), bleeding (2), and ulceration 
(1). 

MPCs generally measure ≤ 2 cm in diameter 
[41]. However, larger tumors may develop in 
deep-seated or visceral locations, as demon-
strated by this hepatic case measuring up to 
5.5 cm [42]. The tumor diameter of MPCs in the 

and higher recurrence rates. Long-term patient 
survival, even after incomplete resection, sug-
gests that multi-site involvement may repre-
sent multicentric growth rather than metastatic 
spread [9]. 

As MPC is prone to misdiagnosis due to the 
absence of unique clinical and typical imaging 
features, excisional biopsy and histological ex- 
amination are essential for definitive diagnosis. 
Applying strict morphologic criteria and select-
ing appropriate immunohistochemical markers 
can distinguish MPC from its analog. MPC usu-
ally presents as unencapsulated nodular prolif-
eration with numerous thin-walled vessels. A 
distinctive feature of MPC is the concentric and 
perivascular arrangement of tumor cells around 
the blood vessels [41]. Eosinophilic and whirl-
ing myoid nodules may protrude into the vas- 
cular lumen. Occasionally, intravascular MPC 
presents as a lesion entirely within the venous 
lumen. However, none of the intravascular  
MPC represents a vascular invasion as no 
detectable tumor outside the vessel [38]. The 
MPC cells characteristically demonstrate oval 
to spindle-shaped morphology, featuring uni-
formly dispersed chromatin, inconspicuous 
nucleoli, and moderately abundant eosinophilic 

Figure 3. Immunohistochemical staining for MPC by EnVision, ×100. Bar = 
250 μm. A. Tumor cells were positive for immunohistochemical staining of 
α-smooth muscle actin (α-SMA). B. Immunohistochemical staining of ETS-
related gene (EGR) highlighted the vascular endothelial network instead of 
tumor cells. C. Tumor cells were negative for SRY-box transcription factor 10 
(SOX10). D. Tumor cells displayed a low ki67 proliferation index. 

oral cavity ranged from 0.5 to 
6.0 cm (mean: 2.33 ± 0.29 
cm) (Table 1). Single lesions 
are relatively more common 
than multiple lesions and fre-
quently occur in specific ana-
tomic sites, particularly the 
foot or head and neck region. 
EBV-associated MPCs in AIDS 
patients often manifest as 
multiple lesions in unique 
sites, including intracranial, 
spinal canal, tongue, vocal co- 
rds, bronchus, periampullary 
regions, or other specialized 
parts [35]. MPCs in the oral 
cavity predominantly present-
ed as solitary tumors, with 
exceptions including one ca- 
se of multiple parotid gland 
masses and three cases of 
multifocal lesions. Compared 
to superficial nodules, mul- 
tinodular or deep-seated tu- 
mors often display more agg- 
ressive biological behavior 
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Table 1. Clinical characteristics of 29 patients according to literature review
References Sex Age Location Symptoms Size (cm) Follow up (months) Recurrence
[6] F 45 Right buccal mucosa Painless 2 108 no
[7] F 36 Left lateral tongue Painless 0.5 / /
[8] F 72 Alveolar gingiva Painless 1 18 no
[9] M 42 Tongue base, vocal cord, right frontal lobe, right  

cavernous sinus, left cavernous sinus
Painless 0.8 60 no

[10] M 28 Lower lip Painless, ulcer 1.5 36 no
[11] F 41 Right parotid gland Painless 5.6 9 no
[12] M 65 Left parotid gland Painless 6 24 no
[13] F 43 Right parotid gland, right ear, inferotemporal concavity, 

parapharyngeal space, submandibular region, cheek
Painful 5.6 60 no

[14] M 61 Right cheek mucosa Painless 1 6 no
[15] F 32 Left cheek, left facial area, parotid gland Painless 2 96 no
[16] F 61 Left mid-lateral tongue Painless 2 18 no
[17] M 14 Upper lip Painless 2 6 no
[18] M 48 Tongue base Painless 3.2 36 no
[19] F 42 left lower lip Swelling, tenderness 3 6 yes
[20] F 46 Parotid gland Swelling 3.7 56 no

M 10 Tongue Swelling, bleeding 3.8 51 no
F 41 Buccal mucosa Painless 1.6 27 no
M 61 Tongue Painless 0.5 25 no
F 62 Submandibular region Swelling 3.5 8 no

[21] M 46 Upper lip Swelling / 8 no
[22] F 12 Gingiva Painless / 60 no
[23] M 6 Right maxilla Bleeding 2 96 no
[24] M 62 Left parotid gland Painless 3 17 no

F 48 right parotid gland Painless 2 60 no
[25] F 42 anterior mandible Painless 1 12 no
[26] F 28 Right parotid gland Painful 2.4 5 no
[27] F 24 Lower lip Painful 0.8 43 no
[28] M 66 Parapharyngeal localization Painful 1.3 / no
[29] M 7 Upper lip Painless, swelling 1 3 no
Abbreviations: M, male; F, female; /, no detail information.
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Table 2. Pathological features of 29 patients according to literature review
References Morphology SMA Vimentin H-Caldesmon Calponin Desmin ki67
[6] CPP, HLP, TPVL + / + / - /
[7] CPP, HC + / / / / /
[8] CPP, mitoses + / + / Focal+ /
[9] CPP, atypia + / / / - /
[10] CPP, HC + + / / - /
[11] CPP, HC + / / / - /
[12] CPP + + / / / /
[13] CPP, TPVL + / / / - /
[14] CPP, atypia, mitoses + + / / - 40%
[15] CPP, HLP + / / / / /
[16] CPP + / / / - 5%
[17] CPP, FB + / / / / /
[18] HLP / / + / / < 5%
[19] CPP + / / / / /
[20] CPP, HLP, MD + + / / - < 5%

Focal+ + / / - 2%-3%
Focal+ + / / Focal+ 1%

+ + / / - < 5%
+ + / / - 1- 8%

[21] HLP, HC + + / / - < 5%
[22] CPP, HLP Focal+ + + + / 35%
[23] CPP, FB + / / + / /
[24] CPP + / / / / /

CPP + / / / - /
[25] HLP + / / / / /
[26] CPP, HLP, FC, MD + / + + Focal+ 15%
[27] CPP + / + / Focal+ 1%
[28] CPP, HC + / + / / /
[29] CPP, MD, FC + / Positive / - 20%
Abbreviations: CPP, concentric perivascular pattern; HLP, hemangiopericytoma-like pattern; TPVL, tumor protruding into the 
vascular lumen; MD, mucinous degeneration; FC, fibrous capsule; FB, fibrocollagenous bundles; HC, hyalinized collagen; SMA, 
α-smooth muscle actin; +, positive expression; -, negative expression; /, no detail information.

cytoplasm. Immunohistochemical evaluation re- 
veals that the MPC cells exhibit diffuse strong 
positivity for alpha-smooth muscle actin (α- 
SMA), muscle-specific actin (MSA), calponin, 
and h-caldesmon [3]. In contrast, desmin im- 
munoreactivity is either completely absent or 
only focally and weakly expressed. All the MPC 
tumor cells we analyzed were uniformly posi- 
tive for SMA and mostly negative for desmin 
(weakly positive in rare cases) (Table 2). In addi- 
tion, the tumor cells consistently show nega- 
tive staining for S-100 protein, SOX10, and 
STAT6. Notably, immunohistochemical staining 
for CD34 selectively highlights the vascular 
network within the stroma, with a complete ab- 
sence of staining in tumor cells. Ki-67 prolifera-

tion index of MPCs was generally low, mostly < 
5%. While with low-grade malignant transfor-
mation, tumor cells could display the feature of 
cellular atypia, scattered mitotic figures, and 
elevated Ki-67 proliferation index (Table 2).

Malignant MPCs display concentric growth ar- 
ound vascular channels similar to the pattern 
of benign MPCs, but mixed with ill-defined cell 
borders, marked nuclear atypia, abundant ab- 
normal mitotic figures, zones of necrosis, in- 
creased proliferative activity, and deeply infil-
trative growth [43]. 

Histopathological examination revealed that 
the MPC of our case demonstrated characteris-
tic alternating hypercellular and hypocellular 
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areas, accompanied by microcystic degenera-
tion resulting from stromal mucin accumulation 
in the hypocellular regions. These morphologi-
cal characteristics bore a striking resemblance 
to those of schwannoma, prompting its inclu-
sion as our primary differential diagnosis. Sch- 
wannomas typically demonstrate alternating 
Antoni A (cellular) and Antoni B (hypocellular) 
areas. The Antoni A regions characteristically 
show tumor cells arranged in palisading pat-
terns while lacking the perivascular concentric 
growth pattern that is typical for MPCs. The 
Antoni B areas feature sparse tumor cells with-
in a loose myxoid stroma that frequently under-
goes cystic degeneration, forming variably si- 
zed cysts. The prominent stromal myxoid de- 
generation posed diagnostic challenges by sim-
ulating Antoni B areas histologically. Notably, 
the presence of large, irregular, thick-walled 
hyalinized vessels in these hypocellular areas 
was diagnostic, being pathognomonic for sch- 
wannomas and excluding MPC. Furthermore, 
the immunohistochemical analysis provided 
definitive diagnostic clarification: schwannoma 
cells showed diffuse strong positivity for neur- 
al markers S-100 and SOX10 while negative  
for myopericytes markers-α-SMA and calponin 
[44]. The MPC cells exhibit the inverse immuno-
phenotype: negative for neural markers but 
positive for markers of myopericytes.

All reviewed cases of oral MPC in our literature 
analysis (Table 2) demonstrated varying pro-
portions of a concentric perivascular growth 
pattern. Additional variable histological fea-
tures included tumor cells surrounded by prom-
inent gaping, branching, thin-walled vessels-
mimicking hemangiopericytoma, as well as mul- 
tinodular growth patterns, collagen-rich or hya-
linized stroma, mucinous degeneration, calcifi-
cations, fibrous capsules, and occasional nerve 
involvement in parotid gland cases. Tumor cells 
were uniformly positive for SMA and mostly 
negative for desmin (weakly positive in rare 
cases). As part of the perivascular tumor spec-
trum, MPCs share overlapping morphological 
characteristics with other myogenic tumors, 
such as solitary fibrous tumors (SFT), myofibro-
mas, and glomus tumors. The SFT is character-
ized by the proliferation of ovoid to spindle-
shaped cells accompanied by numerous thin- 
walled, branching blood vessels that form a  
distinctive “staghorn” pattern, creating a he- 
mangiopericytoma-like appearance. Variants of 
SFT with tumor cells in perivascular distribution 

may mimic MPC. Immunohistochemical stain-
ing displays that SFT tumor cells are positive for 
CD34, CD99, and STAT6 and negative for SMA 
[45]. All tumor cells of 30 MPC cases evaluated 
(29 from the literature plus our current case) 
showed consistent negative immunoreactivity 
for CD34, CD99, and STAT6. This characteristic 
immunophenotype provides a reliable diagnos-
tic criterion for distinguishing MPC from SFT. 
MPCs share an overlapping histologic pattern 
spectrum with myofibromas, particularly the 
morphology that tumor cells may extend into 
the vascular lumen in some cases. Tumor cells 
in concentric perivascular arrangement could 
be detected in MPC more or less. In contrast, 
myofibromas exhibit a nodular or multinodular 
growth pattern, with well-defined cell-rich and 
cell-sparse regions and biphasic morphology, 
which are absent in MPC [46]. 

Although sarcoma is not usually taken as the 
first consideration generally in the diagnosis  
of MPC, some sarcomas manifest similarities 
to MPCs in both pathologic morphology and 
micro-RNA expression profile [47]. Medical pro-
fessionals and pathologists must pay high at- 
tention when distinguishing MPCs from other 
types of sarcomas. MPCs can be distinguished 
from malignant sarcomas by the typical pattern 
of concentric perivascular whorls and tumor 
cells with no cellular atypia, no necrosis, lower 
ki67 index, as well as clear tumor boundaries.

Until now, the genetic landscape of MPC re- 
mains poorly characterized. Pericytoma with 
t(7;12)(p22;q13) translocation, which harbors 
an ACTB-GLI 1 fusion mutation, is considered  
a distinct subset of MPC. These tumors demon-
strate indolent behavior and lack aggressive 
biological features. However, emerging eviden- 
ce suggests that even these cytologically bland, 
nested mesenchymal neoplasms with ACTB-
GLI 1 fusions may exhibit metastatic potential 
[48]. We propose the diagnostic term “GLI 1- 
altered mesenchymal tumor with malignant 
potential” for this entity. However, the pathoge-
netic and clinicopathological significance of 
t(7;12)(p22;q13) in MPCs requires further in- 
vestigation. The optimal classification of the- 
se tumors as malignant pericytoma variants or 
novel sarcomas of uncertain origin remains un- 
determined. BRAF V600E mutations have been 
detected in 15% of MPCs, primarily located in 
the skin and thyroid. These mutations are asso-
ciated with aggressive behavior. It was report-
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ed that BRAF mutations represent a novel 
genetic aberration in MPC pathogenesis and 
could serve as a biomarker [49]. However, a 
subsequent study concluded that immunohis-
tochemistry for BRAF V600E, which was highly 
concordant with BRAF mutation status, was 
negative in all tested MPCs. Therefore, it may 
not serve as a useful diagnostic immunohisto-
chemistry marker for MPC [50]. Further studies 
with expanded cohorts and clearer molecular 
profiling are required to elucidate the role of 
BRAF V600E mutations in MPC pathogenesis. 
PDGFRB alterations are present in MPC, as well 
as in infantile myofibromatosis and other peri-
vascular myoid neoplasms. These findings sug-
gest that tyrosine kinase inhibition may be a 
therapeutic strategy for myopericytic neoplas- 
ms, particularly in the small minority of cas- 
es that fail conservative surgical management 
[51]. NOTCH3 mutations occur in MPCs but 
lack specificity for tumor subclassification, as 
they also broadly distribute across the pericytic 
tumor spectrum [52]. Some MPCs with recur-
rent SRF-RELA gene fusions show dense cellu-
larity and variable mitotic activity, but none ex- 
hibit nuclear pleomorphism or necrosis [53]. 
Ongoing molecular studies are necessary to 
identify the signaling pathways that are mutat-
ed or activated to provide targeted chemother-
apy options in the future.

MPC primarily shows benign behavior with ex- 
tremely rare malignant forms [47]. As well, all 
the oral MPCs we cited share a good prognosis 
(Table 1). A total of 28 patients followed post-
operatively, ranging from 3 months to 108 
months (mean duration: 34.18 ± 5.79 months). 
24 MPCs showed no recurrence, and four pa- 
tients had recurrence: one due to incomplete 
resection and three presenting as multifocal 
lesions (including one patient with HIV infec-
tion). The primary treatment for MPC is com-
plete surgical excision, which has been found 
to have favorable clinical outcomes. Conser- 
vative treatment involving complete local surgi-
cal resection is recommended for MPCs in the 
maxillofacial region [23]. Superficial parotidec-
tomy with facial nerve preservation is parti- 
cularly recommended for MPC in the parotid 
gland [24]. MPCs commonly have benign bio-
logical behavior and can be surgically cured by 
complete tumor resection. However, a rare re- 
currence of MPC has been reported. The recur-
rence occurs mainly due to poor lesion bound-

aries or difficulty completely separating the tu- 
mor from adjacent tissues [19]. Patients with 
multiple lesions, abnormal sites, or a history of 
rapid growth should arouse high attention to 
the potential for malignant behavior. Consider 
ing the possibility of local recurrence or rare 
metastasis, strict long-term follow-up is essen-
tial. It may include further imaging, such as X- 
rays, to detect potential recurrence even after 
surgical removal. 

In this study, we present a detailed analysis of 
MPC occurring at the base of the oral cavity. It 
exhibits a benign clinical course. The distinctive 
feature of blood vessels surrounded by oval to 
spindle-shaped tumor cells in the concentric 
perivascular arrangement is an important diag-
nostic criterion for MPC. Applying strict morpho-
logical criteria and appropriately selecting im- 
munohistochemical markers can help distin-
guish oral MPC from its analogs. In conclusion, 
recognizing specific histological features com-
bined with the characteristic immunopheno-
type of MPC can significantly enhance diagnos-
tic accuracy, facilitating timely and effective 
treatment. 
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