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-—Abstract—
Mygsitis Ossificans in Patients with Paralysis

Sung Man Ro, M.D.

Department of Orthopedic Surgery, Medical School, Chonnam University.
(Director: Prof. Je In Woo, M.D.)

Eight cases of Myositis Ossificans observed in paralytic patients were studied.
The original lesions leading to the paralysis were Cord Injury(4), C.V.A. (2), and Coma of

various causes(2).
The results were as follows ;

1D In half of all, the occurrence of the ossification ranged between 3 and 4 weeks after the

initiation of passive exercise.

2) The most frequent site of the lesion was the paraarticular area.

3) To cessation of passive exercise the lesion responded with prompt decrease in size.
4) It seems that as in normal ossification the repair process of aseptic inflammation derived from
the bleeding or the hematoma formation may be the main etiological factor of this lesion in

paralytic patients whom the passive exercise were forced.

[. % Ei

ST RS EEoE HE MEaEA o4
BRESIRY T 2 BESC LEESke] BT
= BEme 1878% Goldberg Ko HiIEE oo
Dejerine and Ceillier(1919%, A%(1962)*", Voss
(1937, Miller(1948)™ Isral(1923)® %ol M
&=

el o BddEe] W REL (5= EHel ol
o B oA Sses BRE AFSR e F
BERkco] B s e 2FNAE F0lsh g 2
Ao] HE HEAE W FERMES FEES AM
© EmuY ERE 19674 117 40 Bk EUARN &

mAENA BRINL

= Bysed 24 HRsn dge 94 2% pEs
=

FRB A 19655 1AFH 1967F 6477 246
A Fakei BT 8518 HOIE REL IBMHEES
meted o BEME M fHFtaA

I. & &

1965 ¥5] 1967F 6A74A1S] 2 6A S AKX
Boll Ayl EHAEEE A FEARY HA 3
B el EHAE BEddd fle sHIH

1) MEo HAKR

M-S FERT KREBL THES 40, EHm 26
28z MMRRZARE 1619 HMies HY #@H
BE 161 cH(Table ).



Table 1. Etiological disease of Myositis Ossificans

Disease

| Type of paralysis 1Number of case

Spinal cord Paraplegia w‘ 3
mjury Quadriplegia 1

!
C.V.A. Hemiplegia 1
Quadriplegia 1

Cerebral

hypoxia Complete Coma 1
Encephalitis Incomplete Coma 1

|
Total 8
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Fig. 1. Locational Distribution of Myositis

Ossificans

Table 2. Locational Distribution of Myositis
Ossificans

Location

‘ Number of Cases
1

Around Hip 5
Around Knee ‘I 3
Arouni Shoulder } 3
Around Elbow i 2

Total i 13
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Table 2. Case Analysis

Case Age Sex In_]u:)'w— _T Site of affection Time bt%t&een Injury ' Blood Chemistry
'\
[ | Ca 1
1 33 M Cord (L D | Hips, Knees 7 weeks \ II)&ilk P )
- T
| o
2 25 M Cord (T 6) \ Knees 6 weeks Iziilk p 1
‘ -P o1
3 25 M Cord(T 30 | Hips 3 weeks ]
4 50 M Cord(C 3 | Shoulders Hips Knees | Within 2 Ys i Normal
5 50 F C. V.A ' Shoulders Hips 6 months
(Qua.drlplegxa J . i
6 56 M C. Shoulder(Rt) Hips 8 months i Normal
(Rt Hem1pleg1a) : c
: : a 1
7 15 M Coma . FElbows | 4 months © Pi 1
(Cb Anoxia) | - ! Ak-P 1
; | Ca T
8 23 M Coma Elbow(Lt) . 5 weeks I Pi -
(Encephalitis) ‘ Alk-P 1

<Case 1>> Fig. 3
A: Edema and mild infiltration of inflammatory cells with proliferation of fibroblasts and osteoblasts.
B: Zone of ossification in which the bulk of the tissue is imperfectly calcified osteoid substance.

The calcified trabeculae are newly formed and have extremely irregular margins.
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<Case 8>

A: 6 weeks after cord injury(T6); Shows myositis
ossificans around both knees

B: 10 months after the onset of myositis ossificans;

Shows decreased size of bony mass comparing

with A.

< Case 7>
Cardiac arrest at the operating table for 15 min-
utes and comatose ever since. Both elbows at 4
months after the accident show the myositis
ossificans.
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