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REBERTERNDEMNBAAMEREIE (P<
0.05), MBS R/ 8 Rk B 5B A H B H AL,
{H BH7E MM #E 3T cyclin D1 EEMME R IXE
MAETEB KB 5 I, A B FEE A R, ZEMEE H cyclin
D1 RKEH GHEEHBEHINE, WERSAH
RER -, XATEELEH cyclin D1 AW EE/E
FARAR MRS | cyclin D1 B R K B HMER
FRELRIIE A AR 1 , I yed 40 O Rp S 3 B (T A5 4 45k Fr 3
B, W5 T A EHRY B IR e e, 17
7~ cyelin D1 A R B RA 5 O 88 8 & £ T
ERBEVRR, BERRE IR LA TE ORISR 8%
## cyclin D1 RIABEWREEHB X, XEERK
A—3, AT RE 5 B B 5T SRR I 50 22 R B TR 4
BERES AR ERRER HEEEEEN
BREMEHEE IR TERSRITFEARISLHH
HEH X, BAEFTH—SEIE,

ABFFEST pl6 . cyclin D1 1 F1 40 Ha 18 58 3P4 &
T Ki-67 N EBHETHNERIHITHA LR, SR E
7~ pl6 5 cyclin D1 2 1 40 i 38 58 3 4 B F Ki-67
2HMR(P<0.05), BATME R 5 HHEECEH
fEH pl6 BEFIA S cyclin D1 EB RAHX SR
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# E B AR FRREREEAWA M (advanced glycation end-product, AGE) &4 A A S A Ao -
A% 4 JBF 98 3 78 B F - (tumor necrosis factor-a, TNF-a) & 2. 41 % A §,8 ~1 (heme oxygenase-1,HO-1) & A & % vh1
Fik 9 BARRASR o f A A LS 48, A R R BLR B RSN H &-69 AGE %454 f ik & & & (AGE-BSA) #l
M, LR F B ) A A mAiE Sk LA R T TNF-o &% A MM A HO-1 mRNA #94ik, 4%, AGE-BSA T#iw
1 RSB S 32 A5 4m B TNF-o #9853 T % SRR A ST B e 2 35 sm M M HO-1 mRNA #9 &k, #i.AGE T L
P EAIT B do 4% 48 e TNF-o A= 48 S8 A HO-1 mRNA #9% &,
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Effects of advanced glycation end-products on expressions of TNF-a and HO-1 in peripheral monocytes in
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Jjun. Department of Endocrinology, Nanfang Hospital, Southern Medical University, Guangzhou 510515, China
Corresponding author: XUE Yao-ming E-mail ; yaomingxue @yahoo.cn

[ Abstract) Objective  To investgate the effects of advanced glycation end-products (AGE)at different
concentrations on the expressions of TNF-a and HO-1 in peripheral monocytes in healthy adults. Methods Peripheral
monocytes were isolated,randomly divided into different groups,and then stimulated by AGE-BSA at different
concentrations prepared in vitro. The level of TNF-a expression in the supernatant of cell culture and the intracellular HO-1
mRNA expression were detected. Results AGE-BSA enhanced the release of TNF-a from peripheral monocytes and
induced intracellular HO-1 mRNA expression in monocytes in healthy adults. Conclusion AGE-BSA may upregulate the
expressions of HO-1 mRNA and TNF-« in peripheral monocytes.
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B BB LA ™Y (advanced glycation end-
product, AGE) SHUARRIBORER, AMUELIEZ &
KRR R B RS T aE & A R {3 4 o
A A AES ZRIKE SR, B AR
AL FEL N BN, SR (E S E R, B
A F [ Fi 98 35 . B F ~a (tumor necrosis factor-a, TNF-
a) 2L E INE B -1 (heme oxygenase-1,HO-1) ] A&
BT B 7%, AT 5| AR R, B AR 4%
ERIEHFTIAEY, HAP TNF-o FE b8 -
EWER G, TR BRH SRS R X 2 BBER
R8P I A IR LEI X R E Y],

WLAE T3R8 HO-1 YE MR E A B A
% PR B AR , KER R IHAE S I
B2 xRS AU PN B B AN 2 A U R AR AP E
FA, BT DL E S PR S H 3 R AE 09 R A, T W PR 12
P B IE R ZRRILE S AGE BYEFERET, IR A4
AGE % {g B i A 51 A 1l B4 40 i HO-1 B9 RIB R
AR, HElHLERIEH
1 #MB5F*

1.1 #MH AEBREEE, TERESEM 10
mL, f@EEEENLCME U B EE
PR 2 SEBIR S, RV R TR R AR R
B, WEHK BB B 5L GE Healthcare Bio-
Sciences AB 4= I3 H A H (BSA) HAHE FEEXK
KRB EIM 37 E sigma /47, hTNF-a ELISA 7
8 EI & FEEY, Trizol I H £ E Gibeo,
PCR 5193 i L IGRIB ALY 6 1
1.2 HE
121 ASMAMB MM ES RIFESUEM,
DB EL E vP R (PBS) W B 1 1% BLEIR S, R E
FHEHERSER L, FHAREBRSSEREMKL
A2:1,2 000 r/min B.0> 20 min, PABEESIRE R H
Ve B B B SR AR 43, PBS Pk 3 1R, BV
1000 r/min 10 min, 8% 40 AL5r 2% T RPMI-
1640 SEFWH , THRHE M P IEE 20 min, R5 LU
Hank's ¥R {5t 25 /S B BE B9k B2 4B, B LA 0.2 mmol/L
EDTA PBS %877 [ BE B B0 4% 4 MO IR AT i 4 O B vk,
Hank's ¥ 3 1K, BMB BN, DI T4 88 1
HAZAME, £ Giemsa 33 EALYEE KA T BB Y
BUE, A KT 80, S EE YLK, MEBHEAK
HKRTF 90%.
1.2.2 ksl & AGE M4 Y% F1 3 H (AGE-BSA)
SECER 4] R & ELSBINT
3.55 mg/mL BSA 5# & —EBH 60 d,4C T&EH
48T 24 h KERKRE G HIHERE, RSN S8 AGE-
BSA Z41 AGE Huifk ELISA 3k FIF b b e ik
5E, %M AGE-BSA #:4H AGE &85 101.29 U/
mg B ,BSA XTHEFE G R 13.68 U/mg BH, FTAHRE
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32 TCL i #H & (Endos 4 7], EE)KRM , AT R
BT 0.25EU/mL,

1.2.3 ¥ AGE &M 4 I 3E F 2 E X A5 A i 8%
4y TNF-o BOREM K53 B 47 B S A% 4 O FoRe
F 6 fLEEFER T, 25N AREH E # AGE-BSA 5§
# BSA, BE—EREWE LEW, A hINF-o
ELISA 7 &M H b TNF-o ¥, P AN &
HBHT,

1.2.4 ¥ AGE 15489 4 i & F B | X A 4H A L
¥4 AR HO-1 mRNA kB2 m 40 T i Ak 3R]
b, #E AR B (8] 45 AR 40 B, A A Trizol 2053 2 X
Z0 . RNA, 4T RT-PCR, LA B-actin fE NS MR IE X ;
5'-AGCGAGCATCCCCCAAAGTT-3’, & X :3’-TTACTA
CTCGGAAGCACGGG-5' , ¥+ B4 285 bp, HO-1 3]
Y1E X .5’ -CTGGAGGAGGAGATTGAGCG-3", [ X : 3’
-CGAAGAGGCTACCCAGGAAT-5', AP K ERN
637 bp, PCR ¥ ™ ¥)F 1.5%37HebE e ik , 1]
A2 58445 LA Image Pro Plus BR M RS E R,
1.2.5 Sit#4ab¥E FASSBRHER 3K, HEUY
o+ FRELERER, Gitd SPSS 115 52/, RH
One-Way ANOVA Jik LB SAMAR 257, BE M
PR 005,

2 BB _

2.1 AGE XHg@Re ASME I B 40 TNF-a RiKHZ
W AEHERER LERT INFa iREEZRBAR
EME(P<0.05);LSD ML BN . Xt B4 5 BSA 4H2%
REBEWI, HASHAZEERYAERFNE, L
100 mmol/L AGE-BSA 4 h A& &, Xt #E4H 4 h A&
1%; SRR IRE AHEIKEIER(F 1),

%1 %% TNF-o ELISA #5558 (n=3) ks

A5 4h 24h
pogiichicl 12.355 + 1.398 12.519 £ 1.303
BSA 4 39.210 + 6.145 53.700 + 7.628
100 mmol/L AGE-BSA 4l 1099.300 + 58.914" 922.600 + 447.312*
200 mmol/L AGE-BSA £  617.833 £ 29.310"  385.652 = 442.611*

. SXHEAMIL, * P<0.05

2.2 AGE X 4HMiN HO-1 mRNA £ mHE A
HE MM A HO-1 mRNA B ERZREF BEMH(P<
0.00), LA 100 mmol/L AGE-BSA #H 4 h A& &, U
BSA 4 24 h &K (E 1.2),
3 itig

AGE REEAFRBEARWEAEMEFRENEES
V6] & A= JE B P A S I A R 28 K T W B B FR
R R EEERBEREE, TBER K EREAR
AGEXEEM, i AGE MEF N RFE I KaF
B EBEHH Z—0, RREERSM R E AGE Bk
A MFEAEMA,E—ERE LT DIBERAK AL


http://www.cqvip.com

S B2k 5 2008 SF5E 24 B 14 3]

A, X584 ;B,BSA #H 4 h;C,BSA #1 24 h;D, 100 mmol/L AGE-
BSA 8 4 h;E, 100 mmol/L AGE-BSA £ 24 h;F,200 mmol/L AGE-BSA
#H 4 h; G, 200 mmol/L AGE-BSA 41 24 h

B 1 #% HO-1 mRNA &A% RT-PCR &
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B2 HO-1WFEE

AGE, TiZit&RIE R ekiksh& M) AGE ¥ H#
¥/ B A i 3% T 6045 3 AGE RIS 456 fE
B, O EOHBR B EBR R,

HO X &P HhREH 32, B—MrNEH, 8%
3FER 4B RFESFHREM HO-1 AMERED
HO-2 #1 HO-3, JEWETEAL PIEERE, T HO-1
e A p IR ER, RA 7SN BORE , el 2%
HEEE BLEMBRESHER T ESS 4, B8
PURIRPUME RS EE/EM, HO-1 A4
HOr R TR KR B, W o o — ALk F
MESE HFEMEWEFENBPOE, X 3 N4>
YWRAHAR AT MREER , FAF SRR T
EEEEEM,

AL WIFIRER  FEARSMSL UG, AGE-BSA 7] 5§
SR MI A R TNF-o 3800, H A B ik BEAR
ik, HHEABEANGESESULH M ATERE, XIR%ED

BRI R R HAL A AT B2 AGE SR 4N % AGE
TR % NADPH E4LEE, AT 5 40 N &
AL BT 3% , 4k @ 5T p38 15 R IR 12 1E b NF-xB, AT
# IL-1 'TNF-o SR FAEEER AR

ARG RBR . RSN LIEH ,AGE-BSA 1] |
VAN HO-1 mRNA 93355, HFEXH LT
BEAR ATk HIVER . Yasui &SRB #2577 . HO-1
B35 SAENUE S HT& FR RS | A2 6918 £ EER
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BENRARIVER, HO-1 AT 07 845 I B 40 e

A% 5 I 400 L P 440 06 A B2 T BB, AT RIS BILAA By

R, FF Bk 7E AR K 40 i v HO-1 2 i B g k™

Wy, 0 40 B T Y Rk B =t R B FTE9 ; Kirino

LORBE SR  7ESME ISR 40 B AN IR TNF-o

AT HO-1 M3k, T HO-1 RIiKMEA AR R

SEMI R & ; EABISTIE th, HO-1 FIBRPA I HEREE &

FUR R AE R,

PSRN ,AGE B E A 5 R 4 M Z A4

A G REIE U0 M N B EAL DI, P4 TNF-o BYAE R,

T HO-1 KRB, KRB E TN E AT AL

N R SR — DR, HO-1 BRRMRIER

TCEE AW PRIGYT BB IR B FoA8 M3 R AE SR AL T 370

AIRERE AR FIOTIE , il S e HO-1 2R i _E 3R

AN HO-1 Ry R3A , 8iE @R A — AR BCE TR

W M3 30 1 2R AL 2 AT RA

Rt — b KBRS,

4 BEXR
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