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Study of SAA3-mediated inflammation inducible expression system in vvo

and the responsive characteristics to endotoxin

T Al Guang—ping, WANG Shidiang, WANG Pie, W AN G Gui—zhen, LI Ao (Institute of Burn Research, Southw est-
ern Hospital, Third Military Medical University, Chongqging 400038)

Abstract Objective: To study the expression characteristics of pSAA3/CAT in vivo and its responsive
charcteristics to inflammatory stimulus in order to assess the possibility to modulate a target gene with the
promotor of serum amyloid As gene (S AA3).Methods: Mice were randomizedinto two groups- They received
intraperitoneally administration of pSAA3CAT-liposome mixture and then were challenged with LPS. CAT
expression in the organs of the mice and their serum content of IL-6 were determined with ELISA.Results:
LPSattack induced CAT receptor expression in the liver and lung. In the liver, CAT expression reached 3. 74
ng/mg in the 12th hour after LPS attack and the peak value of CAT expression occured betw een the 24th and
48th hour. CAT expression began to decline after the 96th hour- The intensity of CAT expression in the liver
was dependent on the dosage of LPS. The intensity of CAT expression in the liver was positively correlated
to the serum content of IL-6 (r= 0. 87).Conclusion: Our findings suggest that the promotor of SAA3 tran-
sciption modulation sequence (- 306~ + 46) is able to response to inflammatory stimulation sensitively,
promote and induce the expression of the downstream gene of CAT, which is suitable to construct aninflam—
mation-inducible vector. Our findings provide theoretical basis of gene therapy for inflammatory disease.
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