


	 JCDA • www.cda-adc.ca/jcda • May 2008, Vol. 74, No. 4 •	 377

–––  Idiopathic Medullary Aplasia –––

methylprednisolone, which was progressively reduced to 
zero over 14 days. The health care team therefore ascribed 
the partial necrosis of the mandible exclusively to vas-
cular compression resulting from the hematoma.

The development of necrotizing ischemia following 
hematoma and surgical reconstruction with an antebra-
chial flap led the health care team to suspect vascular 
deficiency; the patient was therefore sent for hyperbaric 
oxygen therapy, intended to optimize osseointegration 
of the implants and other aspects of the healing process. 
During hyperbaric oxygen therapy, the patient breathes 
pure oxygen at a pressure of 2.4 atm in a closed chamber. 
The result is a proliferation of fibroblasts and osteo-
blasts, an increase in collagen production and angiogen-
esis arising from the increased tissular oxygen tension.37 
The Marx protocol was developed for surgical treatment 
in irradiated bone, which was not the situation here; 
however, a parallel was established between reduced 
vascularization of irradiated tissues and the reduced vascu-
larization in ischemic tissue in the patient described here. 

Medullary aplasia is one of several medical conditions 
that render patients vulnerable to infections and hemor-
rhage, because of the leukopenia and thrombocytopenia 
associated with both the disease and its therapy. The oral 
cavity can be an entry point for bacteria, which may be  
associated with subsequent complications experienced 
by patients with immunosuppression and which can lead 
to septicemia and death.39–42 It is therefore essential that 
all sites of infection and all conditions that carry any risk 
of infection (e.g., caries, periodontal disease) be treated 
before initiation of immunosuppressive therapy; in addi-
tion, the patient must receive instructions for proper 
hygiene. In addition to potential problems related to in-
fections, the treatment of medullary aplasia, notably allo-
geneic stem cell transplantation, may be associated with 
a variety of oral complications, such as mucositis, xeros-
tomia, GVHD and secondary neoplasia, which must be 
treated and monitored by the dental team.34

The oral health of the patient in this case was  
excellent when he was admitted to hospital, with the 
exception of marginal gingivitis requiring at most some 
instructions for proper hygiene. As described here, it was 
primarily the consequences of hemorrhagic complica-
tions that necessitated the intervention of the hospital 
dental team.

Conclusions
This case emphasizes the importance of including 

dental professionals on multidisciplinary hospital teams 
treating immunocompromised patients. A variety of  
diseases and therapies have medical consequences that 
require consideration of oral health and recourse to 
dental expertise to ensure optimal quality of life for the 
patients.42–45 a
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