PP 75 2008 42 A% 24 5 1 1 Chin J Burns, February 2008, Vol. 24 ,No. 1 - 9.

- i A 1] T £y T 5 -
BRSO AR AL 2R 7= 5 v PRk 24 g
A W) 5747 D 5 T

FH M EFvE BT RZk RE FA GHR

[(RE] BH WERBVEEALAKRZY(AGE) XM PR MM AW ET INE R, TR LKA
AP AGEERERRBASTRERERMMNER, Hix HKHI B SD KRB,
EHRBR T MARR GRS, RIBHT MY FE S K% B4A, 0 A RPMI 1640 $535 ;A 4, A
0.315 mg/mL AGE + RPMI 1640; B #4H, i1 A 0. 625 mg/mL AGE + RPMI 1640 ; C 41, im A 1. 250
mg/mL AGE + RPMI 1640, B2 M 15 B4 W) S PEohi 40 JUTE s R 35 % -PCR 28l L- B & mRNA %
B MR RN EERN PR AR EABBYE; S SN AR BRI R ik
HMPAIEEEKF. SR AB.CHAFHERAMMIEH (0.320 £0.030.0. 380 +0.020.0.290 =
0.010) # % FXF M £ (0.170 £0.040, P <0.05), XL L-%EHEHE mRNA FX/KFE (AL 0.95+
0.08.B# 1.36 +0.27.C410.50 £+0.26) MHEBEBRME (A4 1.98 £+0.43 B4 2.50 +0.43 .C
#H2.01+0.18) TEMEKFE (AL 1.64+0.20 BZH2.16+0.26.C 4 3.26 +0.75) th i Fximwa
(3 TR 514 0.36 £0.26.,0.91 £0.21.,0.72 0. 15 , P <0.05) , 45it AGE gewamdiit
NAMES , FHRNZFHEYETAIRE N, XTERERFFE AR FERAZ —,

[xgR] FHAaHl; BRRE; EELA™P. 5%

Effects of advanced glycosylation end products on the biological behavior of neutrophils DONG Wei , XIE
Ting , DONG Jiao-yun , JIN Shu-wen , HUA Lan-nv , SONG Fei , QING Chun , LU Shu-liang. Department of
Burns , Ruijin Hospital , Medical College of Shanghai Jiaotong University , Shanghai 200025 , P. R. China
Corresponding author ; LU Shu-liang , Email ; sllu@ sh163. net , Tel ; 021 — 64675394

[ Abstract] Objective To investigate the effects of advanced glycation end products ( AGE) on the
biological behavior of neutrophils in vitro ,to look for the relationship between accumulation of AGE and ab-
normal inflammation in wound healing in diabetic mellitus patients.  Methods Neutrophils were isolated
from SD rats and incubated in vitro. The cells were divided into four groups according to different concentra-
tions of AGE in cell suspension: control group( C,with treatment of RPMI - 1640) , A group( with treatment

of 0.315 mg/mL AGE + RPMI - 1640) , B group( with treatment of 0. 625 mg/mL AGE + RPMI - 1640) , D

group ( with treatment of 1.250 mg/mL AGE + RPMI - 1640 ). Activity of neutrophils were determined by

MTT colorimetric assay. Selectin-L. mRNA expressions were analyzed by reversible transcription polymerase

chain reaction ( RT -PCR) technique. The levels of reactive oxygen species ( ROS) in neutrophils were

measured with DCFH-DA method. The protein concentration of neutrophil elastase ( NE) was assayed by

ELISA. Results The activity of neutrophils were obviously increased in A,B,and D groups when com-

pared with that in C group [ (0.170 £0.040)in C group, (0.320 +0.030)in A group, (0.380 +0.020) in

B group,(0.290 +0.010)in D group, P <0.05]. The expression of Selectin-L mRNA in A,B,D groups

were significantly higher than that in C group(0.95 +0.08,1.36 +0.27,0.50 +0.26.vs.0.36 +0.26, P <

0. 05, respectively). The ROS levels in A,B,D groups was markedly higher than that in C group(1.64

0.20,2.16 £0.26,3.26 £0.75 .vs. 0.72 +0.15, P <0.05,respectively) . The levels of NE in A,B,D

groups were significantly increased when compared with that in C group(1.98 +0.43,2.50 £0.43,2.01 =

0.18 vs 0.91 £0.21, P <0.05 ,respectively) . Conclusion AGE can enhance the activity of neutro-

phil, with change in cellular biological behaviors ,which may be one of main reasons for abnormal inflamma-

tion in wounds of diabetes mellitus patients.
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