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[Abstract] Objective To investigate the changes in serum leukotrienes B4(LTB4) and p38 mitogen
activated protein kinase (p38 MAPK) in multiple organ dysfunction syndrome (MODS) and to evaluate the
relationship between LTB4 and p38 MAPK and clinical condition of patients with MODS. Methods The
clinical condition of 26 patients with MODS was evaluated with scoring system. The serum LTB4 and p38
MAPK of the said patients and that of 12 healthy individuals were determined with enzyme linked immunoad-
sorbent assay (ELISA). The correlation of the scores of MODS and levels of serum LTB4 and p38 MAPK
was analyzed. The correlation of the scores of MODS and levels of serum LTB4 and p38 MAPK was analyzed
in non - survivors and survivors. Results The serum level of LTB4 ((923.96 % 308.65) ng/L.) was
significantly lower in MODS patients compared with control group (2 453. 31+ 400. 93)ng/L,P<0. 05].
There was no significant difference in serum level of p38 MAPK between the patients with MODS
((193. 83+106- 32)ng/LJ and control group [(124.36 *= 84.50)ng/L, P>>0. 05). There was significant
difference in the serum level of LTB4 between the survivors ((1 334.51+4530. 35)ng/L] and non - survivors
((444. 98+206- 30)ng/L., P<C0.05). There were significant negative correlations between serum L TB4 and
MODS scores (P <C0. 001). Conclusion The pathophysiological changes in later period of MODS are
different from those of other common inflammatory responses. Serum L TB4 and p38 MAPK could be one of
the indexes of the seriousity and prognosis on MODS.
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