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Acute Compartment Syndrome in the Pectoral Fascia Due to Prolonged Compression
on the Anterior Portion of Left Axilla in C.0. Poisoning —-A Case Report -

H.Y. Jeong, M.D.

and T.J. Kang, M.D.

Department of Orthopaedic Surgery, Maryknoll Hospital, Busan, Korea

The compartment syndrome was described by Von Volkmann in 1872 and numerous reports have since

been published.

But muscle necrosis associated with carbon monoxide poisoning is a relatively rare, and some authors have

been regarded their etiology as hypoxemia and external pressure. We experienced a case of acute compart-

ment syndrome in the pectoral fascia due to prolonged compression on the anterior protion of left axilla

between a pillow just below axilla and his fellow

in C.O. poisoning.

Key Words : Acute compartment syndrome, pectoral fascia, C.O. poisoning.
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Fig. 1. Position in which the patient was found,
showing position of prolonged compression on the
anterior portion of the left axilla between a pillow
just below axilla and his fellow in C.O. poisoning.
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Fig. 3. Intraoperative photo of the patient’s sho-
ulder and upper arm showed the brachial artery and
nerves with fasciotomy of the anterior compartment
and Lacertus fibrosus and myotomy of the pectoralis
muscle.
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Fig. 2. Left shoulder and the arm were marke-
dly swellen, and skin pressure discoration was pre-
sent on anterior aspect of left axilla.
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Fig. 4. The patient had full range of motion
without contracture and neurologic deficit of left
upper extremity.

Adgt FA4UE Bgon, dEE d¥e T44
o= otz AWML SN E B 4
el 4 ok7t 5] & (collapse) H AbelEd 3} A F4)
AR AFAAE 2FAFL o) Tt kg
Algestdet. o TS AE FA doll A
Aebstn 2528 =542 252 94 A7
Zabsl zAwMe] gglon, £FTE LFE

ol 4 grkatel 4% 47445 AskEd ¥ A
E eERE 48 A5 Aok o Aue
: o2 usel glgied
o ¥AE Sedoz %g AR Sh ohatE 2914
ool Aeislel dee ¥ 4 UAslHFig. 3.

S¥9le BTG U LUHD dodAL A%
’%Eﬂi A E B35
9. =% XX % A 559 +E bulky wet

dresmgg 3t Velpeau 22 #& Alx]& 1.3

-714 -



LIMB COMPRESSION

LOCAL PRESSUNE

LOCAL TAMPONADE

MUSCLE/CAPILLARY NECROSIS
EDEMA

RISING
COMPARTMENT
PRESSURE
> COMPARTMENT
COMPANTMENT
TAMPONADE

MUSCLE 4—/ NEURAL
ISCHEMIA INJURY

VOLKMANN'S
CONTRACTURE

MUSCLE

#
INFARCTION
MYOGLOBINEMIA THIAD SPACE ACIDOSIS / HYPERKALEMIA

oo Lous R

AENAL FAILURE st SHOCK =—smup~ CARDIAC ARRHYTHMIA

Fig. 5. Pathogenesis of the prolonged limb com-
pression-induced compartment syndrome-crush synd-
rome.
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