RS %H  CLINICAL CASES 85

(M) Check for updates

https://doi.org/10.17816/PTORS7385-92

R BB B R R R P RS R TR i -
H 40 i 3R - LRI & ARG IE A B9 151R B 2

PRIMARY TUMOR (TUMORAL) CALCIFICATION IS A RARE DISEASE
IN THE PRACTICE OF A RHEUMATOLOGIST AND ORTHOPEDIST:
EXPERIENCE WITH THE USE OF AN INTERLEUKIN-1 INHIBITOR

IN COMBINATION WITH SURGICAL CORRECTION

© V.V. Petukhova', R.V. Idrisova’, L.S. Snegireva', O.L. Krasnogorskaya', E.N. Suspitsyn®?,
A.G. Veselov!, M.M. Kostik!

! Saint Petersburg State Pediatric Medical University, Saint Petersburg, Russia;
2 City’s Childrens Hospital No. 1, Saint Petersburg, Russia;
3 Center of Oncology named after N.N. Petrova, Saint Petersburg, Russia

Received: 01.05.2019 Revised: 11.06.2019 Accepted: 09.09.2019

BT SR MEMRAE S BT ERE 2 — P Wi o B A SCRRER IS 12008 1R A 28 R R IR T #1L

PRI . AR OE 7111 58 B IL,  H AT TR Ak AR A 45 5T O AN SN S i A I
BHEAZ RN TR AL, R E, I Z Ak, R BRI . CAT A 5% S s M i
et d, HWARKIAERRIER . W2RSTEMEPN -1 8 MG, 1255 WD 8K
s BEBUCRI B H, SRR, ROEAPTEM . o WP % R 2 BR A K HE
WLESAE o

Wik WHITERTE R EGE: BILRITIRITE, MZWOB, RIS, RIS EH. A
AP K1 B IR A IR AR AL K AR )T T B P AREAL AR AE,  [R]I F57 i
R K.

G ASHTTUITIR A AR 1 P s 1 AR S I 8 2 R HA T A I N T A

R JFUTEMIBE RS AL MRS AL SORVEMORREES AL s B IR B A SR Al R
s SRR AR B .

Background. Primary tumoral calcinosis is an orphan disease. There are few data in the literature on the incidence of
this disease, as well as clinical recommendations for treatment.

Clinical case. This report presents the case of an 11.5-year-old boy with primary tumoral calcinosis and equinus
deformity of the foot. The patient had multiple foci of the subcutaneal calcification, cannot walk, experienced fatigue,
and had high fever and equinus deformity of the left foot. Immunological and genetic studies were performed, but
any specific mutations were not found. After the diagnosis was verified and interleukin-1p inhibitor therapy was
prescribed, there was a significant positive trend observed in the patient: a significant improvement in the patient’s
general condition, a decrease in the number of calcinates, and a reduction in inflammation. Calcification of the Achilles
tendon and gastrocnemius muscle was the cause of the deformity of the left foot.

Discussion. Significant improvement was achieved during treatment: the boy started walking, fatigue was decreased,
no new calcificates were formed, and inflammation was under the control. Using an inhibitor of interleukin-1f as
a permanent therapy of primary tumoral calcification allowed performsurgical treatment without complications from
an operation site, as well as a relapse of deformity.

Conclusion. The clinical case presented here demonstrated the application of an interdisciplinary approach to the
treatment of an extremely rare disease.

Keywords: primary tumor calcification; tumoral calcification; familial tumoral calcification; hyperphosphatemic
hyperostosis syndrome; canakinumab; equinus deformity; clinical case.
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