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[Abstract] Objective  To determine the possible mechanism of lipopolysaccharide binding protein (LBP)
Leud36—Phe and CDi4 C-159T genetic polymorphism in terms of the influence of LBP Leu436—>Phe genetic poly-
morphism on lipopolysaccharide receptor CIN14 gene expression as well as protein release, and the potential regulating
eftect of CD14 C-159T on LBP levels. Methods The study group consisted of 118 healthy blood donors and 26 pa-
tients with burns covering more than 30% of total bedy surface area, The LBP and CD14 genetic polymorphisms were
detected by restriction-fragment length polymorphism snalysis. Meanwhile, the CD14 mRNA expression, soluble
CD14 (sCD14) and LBP levels were determined with ELISA methods. Results LBP Leu436-~Phe had no marked
influence on CD14 mRNA expression as well as C14 levels {all P>>0.05), and the genotype of CD14 at position -159
site was not related to LBP levels in #n vitro whole blood culture with or without lipopolysaccharide stimulation
(100 pg/L for 12 h). However, in patients with burns covering more than 30% of total body surface area, TT geno-
type showed significantly higher LBP tevels than CC homozygotes on days 3 and 21 post burn (P<(0. 03), Conclusion

CD14C-159T polymerphism might affect LBP production indirectly through the action of cytokines, which appears
to be associated with the poor outcome of patients with major burns.
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¥ 1 LBP Phed36Len ZE X S Exf CDI4 mRNA RIEMEMW (REHILME, rts)

&8 TT TC cC
Phe/Phe Phe/Leu Phe/Phe Phe/Leu Phe/Phe Phe/Leu
@1 0.86940.157 0.9594-0. 010 0.925+0. 207 0.936-+0. 233 0.890£0,135  0.713+0. 000
M2 1,41340, 209 1. 6260, 257 1, 40840, 201 1. 461+0, 234 1.23640.303  1,15240. 000
A1 N LPS KRB, H 2 % LPS FIMACR 2,3 [/
%2 LBP Phed36Len % [ & 25 %) sCD14 A F KM (mg/L, rLs)
o & TT TC cC
Phe/Phe Phe/Leu Phe/Phe Phe/Leu Phe/Phe Phe/Leu
f1 3.1840.23 3. 4040. 38 2.6640. 31 2.9740. 42 2.0740.07 1.9040.00
M2 3.5340,74 3,811, 20 3.0040. 63 3.46F1. 16 2.4340. 36 1.97+0. 00
£3 SmMMESHRRE CDL4 C-1SIT RE £ 54 LBP REMER (mg/L, £1s)
5@ Phe/Phe i Phe/Leu
TT TC cC TT . TC cC
#1  20.58+9.71 14.96+2. 23 11,0440, 61 21.93+12.49 22.0446.72 16.58+0, 00
M2 13824712 11,5041, 76 14.8245.45 20. 4849, 26 20.61+3. 43 16.1640. 00
£4 BERHE CDI4CIIT EEE S LBP R EHNME (mg/L, x+s)
i JG kR (D
el 1 3 7 14 21 28
TT{r=8) 28.25+11.74 54.40+30,85* 55.93+18.51  55.91+25.01 49.714£6.32*  46.98411.43
TC(r=14> 30,0319, 89 49,96417,58  54.75+10.84  47.08+11.91 44,1948, 05 46.47+18. 68
CC(n=4)  20.14+3.27 32,76+10,75  47,964+20.10  51.06428.11 36.02417.75  36.464+18.95
¥ 5 CC 2B B R R L, * P<0, 05
%5 LBP REERGRMEHNER (mg/L, v+s)
)5 I ()
4 I
4 # 1 3 7 14 21 28
HEEH=19 22,7544, 56 38,21+14.82 52,331415,96 44 93+16.18 42.29+12 06 45 13%15. 14
AT H =" 28,6945, 23 44,03+14,04 59.39-13.54  70,33+24,97% 54,31+10.87* 44,0347,11
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