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ABSTRACT

A case report of a patient of severe inhibition of fibri-
nolysis with myonephropathic metabolic syndrome
(MNMS) after multiple trauma due to a traffic accident
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A 74-year-old male suffered from multiple trauma af-
ter a traffic accident and was eventually transferred to
the ICU. Myonephropathic metabolic syndrome (MNMS)
occurred on the second day after thrombectomy for
acute arterial occlusion of the right lower limb. MODS in-
cluding DIC, respiratory, liver and renal failure pro-
gressed. The patient expired on the 5" day after the
surgery. Since delayed circulatory failure was observed
on the left lower limb, the mechanisms of crush syn-
drome might contribute to MODS, although no informa-
tion was obtained regarding the extent of the muscle
damage at the time of the traffic accident.

Increases of tissue plasminogen activator (t-PA, 33.9
ng/ml>10ng/ml of the normal range), total plasminogen
activator inhibitor-1(PAI-1, 659.3ng/ml>50ng/ml), PA
PAI-1 complex (25.4ng/ml>17ng/ml), and euglobulin
clot lysis time (ECLT, 25.7hr>6-12hr) were observed on
the 5" day after surgery. Increased inhibition of fibri-
nolysis might be related to the progression of MODS.

Key words PAI-1, Myonephropathic metabolic syn-
drome, crush syndrome , fibrinolysis , increased inhibi-
tion of fibrinolysis



