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[ABSTRACT] Ain  Advanced glycation end products (AGE) can induce the intracellular generation of reactive ox-
ygen species (ROS) and cause the dysfunction of endothelial cells

Reactive Oxygen Species

This may accelerate developm ent of vascular athero-
The source of miracellular ROS m endothelial cells stmulated by AGE was mvestigated M ethods Hu-
man umbilical vein endothelial cells (HUVEC) were culured and incubated w ith different concentration of AGE for differ-
ent tme IntracellularROS wasm easured w ith 2°, 7° -dichlorod hydrofluorescein diacetate (DCF-DA). rotenong thenoyb
trifuoroacetone (TTFA) and antmycin A as selective mhbitors of m itochondrial canplex | and @were used allo-
purinol as an mhbitor of xanthine oxidasg N®-N itro-L-argmnem ethyl ester (L-NAME) as an mhibitor of nitric oxide syn-
thase and diphenylene iodonium (DPI) as an mhbitor of NADPH oxidase were also used The rle of each oxidase in the
Results Intracellular ROS was elevated by the stmulation of AGE. DPI alost
canpletely mhibited the generation of ROS No significant effectw as observed i rotenong TTFA, antmycin A or allopurr
no] while L-NAME increased the level of ROS slightly. Tthe results dem onstrate that NADPH oxidase
is themajor source of ntracellular ROS i endothelial celly
signals triggered by AGE

sclerosis

generation of ROS was observed

Conclusions

and the potential targets for the inhbition of the atherogen ic
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DM EM 3% 7% 4 | ivA i R B8 Fo 4k 7 BG4 &
E Gibco A B, W M 4 i &£ K& fm A ( endothelial
cell grow th supplements ECGS) g E BD Bioscience
/], D & B BSA. £ BEER . E ) F BL = £ 7
( thenoy ltriflioroacetong TTFA ). 1 & £ A, 7| Z Bz .
A E G AR F B (NN ito-L-argininem ethyl es-
tert LNAME), = T 5K & # ( diphenylene iodon ium,
DPDR 2, 7 —& —AKAXF LB (2, 7 -dr
chlorodhydrofluorescein diacetate DCF-DA)J§ B Sig-
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5B HoruchiE ' H k¥ LoghmiEaEH
530gD-#HEEAET 10mL Q 5 mmol/L ( pH
7 4) PBS#, Q 22 MmWHILERLEKRE, 37CEF
90K, LEA A Q Smmol/L(dl 7 4) PBSHEAT 48
hEbhkEAWEEE. TRETTAREE, £
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W ROSEEEIG I (B 1RI5R 3),

% L TERE AGEXTHBA ROSE MBS (x +s £H
16 h)

AGEJRJE (mg/L) 4 A ROS
X B ZH 100%
100 109 14% *2 88% °
200 116 19% *2 9% "
300 126 40% t4 23% "
400 137 9% 12 9% *
500 149 21% *3 61% "
600 157 46% *3 58% "
700 162 49% *1 8% "
800 162 49% *1 8% "

aN P<Q05 bNP<QOl, SxHEAML.

. BA+AGE 51 S +AGE
L MASXEINGFIEREMEEE ROSERIBER ( x200)

% 3 RASKESIIEIFGSRE MM ROSERIER (« T

5 M A ROS
payicei| 100%

AGE 157 500 *2 4% "
AGE + 10 FE 153 1% 2 540"
AGE+ TTFA 153 429 0 41% "

ACGE+ iR A 155 16% *L1 48% °

AGE + 5| "= i 153 51% =1 80% "
AGE+ L-NAME 165 3% 2 52

AGE + ¥ < Rt fifh 106 21% =*1 84%

aN P<Q05 bANP<QO0l SXIRMAMEL; A P<Q0L5 AGE
HHME.

3 7 ig
AGE 2875 1R % B 5 I8 25 K 4% 7405k 14

% 2 AGEXIZHIP ROSAE AR B9 RT B3R (x +s AGE 600

mg/L)
AGE{E It [A] gAML ROS
X RE 2 100%
1h 103 81% %1 4% °
2h 108 31% =*1. 59% "
4h 127 01% *2 49% "
8h 142 546 *3 32% "
16 h 160 40% 3 15% "
24 h 163 36% *3 14% "

aNNP<Q05 blNP<Q 0L 5XRAMLL,

L-NAME+AGE DP | +AGE

REEAFHSEFMT, B kK 55 & H s K
S JER (10 T D G 2 e I T A RS PRI R R ) AN I
W, % SN0 RERR A AR S R . SR R
RIFEIEEAURR AT ZA8 34T, AGE /K-F B & F 7 1
WK TS I, (BAE Z A RE, RE 2 70 SR
SR MBS 1 L, X — OB A E B R 3 IR, AGE
TERE B L, KN AGE 187 & 5 3 ki R
WAL 2 (A B R IR E R . AGE J2& Fil JR 9 I
ARl R T AR AERE FR R B, AGE FIRE
AN E B KA E ZL R & . Kanauchi
S USRI T 133 44 6 0 95 B IR SR 5 R A
AGEWRFER I, 7o 00 BB ML AGE ¥R FEHIR
Bk O 97 (1 T R B 2 T v, T L AR B PR O e 0 R
BH M AGE & 8 5 7k 0% B 3 7l IR 3 ik I 8 9%
A H B IEA R, B2 305 R 3 ko AR & 3 i
AGE % & B % & T B SO0 8 R RS A8 R, T X



860

ISSN 1007-3949 Chin J A rterioscler Vol 16 No 11, 2008

S R 2 L I L R 2R A T H v = R AR I
WLEF /K~ 5% HE 2H 0 B 58 (X )

AGE FEEIT H KA AN ROSAIE £ 5] i
PN R A LA A5, AT A2 JE 3 Bk ks R A ) e A N
Je O IEHAR LR, 40 B B A AP E AL HL R A
TEAERE ( catalase CAT) ALY EALES ( su-
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