— Abstract

THE CHANGES OF C-REACTIVE PROTEIN IN THE PATIENTS
ASSOCIATED WITH MANDIBULAR FRACTURE

Jong-Min Gwak, Chul-Hwan Kim, Kyung-Wook Kim
Dept. of Oral & Maxillofacial Surgery, School of Dentistry, Dankook University

It is well known that concentration of C-reactive protein(CRP) in the serum increase as nonspecif-
ic reaction of the various tissue injury. The CRP, synthesized in the hepatocyte, is one of ‘acute
phase proteins in the serum. The main signal patterns of this protein are regulated by synthesis of
interleukin-T secreted from macrophage in the area of tissue injury. Many studies were performed
for quantitative analysis for CRP according to various surgical operation, but the study for fracture
patients associated with trauma, especially in mandible, are rare. The mandible fracture have
intrinsic danger for infection in oral bacteria associated with open wound in oral cavity, and, are dif-
ficult for detection of tissue reaction between surgical swelling and infection by facial swelling.

In this study, quantitative analysis for CRP associated tissue injury in mandibular fracture and
surgical intervention was done, the results were as follows:

1. After initial mandibular trauma, the value of serum CRP diminished sequentially, most high

value was presented in post-traumatic 2 days.

2. The CRP was diminished significantly 2 days after surgical intervention, and maintained normal
value in 5 days after surgery.

3. The change of CRP are higher value in surgical intervention than initial trauma, it suggested
that tissue injury from surgery was severe than trauma.

4. The high value of CRP was obtained in mandibular fracture combined soft tissue injury than no
associated soft tissue injury.

5. In measurement of CRP according to surgical approach, highest serum value in patients of com-
bined intra-oral and extra-oral approach was showed, and intra-oral approach, extra-oral
approach, in sequential orders.

6. The CRP value are more higher in patient of 2 fracture site than only one fracture site.

From the results obtained in this study, CRP has showed different values in mandibular fracture

associated with severity of tissue injury and surgical intervention, and quantitative analysis of CRP
value in serum can be applied to the clinical management of mandibular fracture.
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Fig. 1. The CRP change from hospitalization to
operation.
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Fig. 3. The comparative CRP value with trauma and
operation.
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Fig. 4. The CRP change between combined of soft
tissue injury and no soft tissue injury.
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Fig. 5. The postoperative CRP change associated
with surgical approach.
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Fig. 6. The postoperative CRP change associated
with number of fracture site.
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