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— Abstract ~

Disseminated Intravascular Coagulation
Following Septic Shock in Multiple Open Fractures
- a Case Report -

Tai Seung Kim, M.D., Jae Lim Cho, M.D., Choong Hyeok Chei, M.D.,
Sung Hee Oh, M.D.*, Do Hyeung Kim, M.D. and Kuhn Surg Whang, M.D,

Department of Orthopedic Surgery and Pediatrics*, College of Medicine,
Hanyang University, Seoul, Korea

Disseminated intravascular coagulation is known to be a syndrome which can evoke compound
derangement in the cascade mechanism of normal hemostasis, which causes depleticn of coagulation
factors, secondary fibrinolysis, and eventually massive and uncontrollable bleeding. Even though
there still are not absolute criteria for diagnosis, some laberatory findings - platelet count, plasma
fibrinogen, fibrinogen degradation product, plasma protamine test, etc - can suggest the possibility to
diagnose. The basic principle in management is.to eliminate the triggering mechanism as soon as
possible and to cure the initial disease entities. In orthopedic point of view, disseminated
intravascular coagulation can occur in the case of malignancy, massive trauma, infection, sepsis and
s0 on.

Authors report a case of disseminated intravascular coagulation occured in 2 12 year 2 month old
male patient who visited Hanyang university hospital in septic condition after emergency operations
following multiple open fractures on his left femur, tibia and fibula in a motor-cycle accident.
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Fig, 1. Inial plane films of 12 year 2 month
old boy who had been treated with
open reductions for the open
fractures on his left fermur and left
tibia following motorcycle TA.
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Fig. 2. Ongoing necrosis with evidence of
infection was noticed on the skin
defects on his leg and foot,

Fig. 3. (left) Open BK amputation was
performed to eradicate the source
of infection. (rght) After general
condition had improved, debride-
ment with additional bone cutting
and secondary closure were
perforrned on the sump.
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