CN 43-1262 /R FEZ) ikt fb 42 20092 178558 SH 337

[XEHS ] 1007-3949(2009) 17-05-0337-04 * SRR -

AR =I5 K BT LA e /
AZHEE LEVER 2

INE S XK BEL] RiE BRER, BT BEE’
(LKGEFR, Ad A KiTT 410219 2 ¥ é KFHFE, AdE Ky T 410078)

[REBIE] BAKLR T4, HAXBRES L FHENmiE;, 2EREFLE O %S

[ E] B UAEBALARXEHA AR T FFTNmtt AXBES 1ERNH R, AF RAEg
W3k BARIBR KR M EARF RN mIe . ARG &G REEENAR Zhfoh - FRN@meLNE 244
AR BCECF BE R Ay RAB TN e Lo AXHEE 1EH. BR TRKREEBERELXZH (1 5F 10
mg/l )5 E-FRNMB LN 2405, LT FHBM/ALBRESD 1EH, SAEM/ALHRES 1GFBRNK
0 6630 054 % £ 0 7130 03.0 80 X0 074 0 880 06 (P< Q 053 P< Q 01), % /A X & & | mRNA £
B Q7720 07954 &H E Q 88 0 08 1. 23 10 064= 1 3310 08(P< Q 053K P< Q 01); # k48 A48 £ L4 X
PR ARTLB R Smg/LL4A ARBES 1EFMILEARARZHAZEPH IEMK (0 6810 045t 0 90 X0 03 P
< Q 05); 4 AR iR B89 £ 3L R E & & BE L IET ) PD9805SI( 1. 104= 25 Bmol/L), €44 /A X #®E &G 1EHRMK
09430 059 5% ZE Q810 060 74 X0 054 0 66 10 07 ( P<Q 05K P< 0 01). £ shRMEMEALLK
kAT RE TR L A MES 1FL, AR TR SEANL R FHEEEANL R T2, 5]
RULHBENE QRBETABEL £,

[FEISZZES] R363 [SCHEARIRAS ] A

Effect of Advanced G lycation End Products on the A ctivity of Na” /H" Exchanger 1

of Vascular Smooth M uscle Cell in Rat

WU Shu-Jin">, LU LY ing, ZHOU ShouHong, SONG Tao’, CHEN Geng-Rong, HUANG N ing-Jiang, and TANG
MM §

(1 ChangshaM edical College Changsha 410212 2 School of Phamaceutical Sciences Central South Uniwersity, Changsha 410078)
[KEY WORDS] Pathophysiolbgy  Advanced G lycation End Products Na" /H® Exchanger L V ascular Smooth
Muscle Cell; M itogen-A ctivated Protein K nase

[ABSTRACT] Aim To evaluate the effect of advanced glycation end products (AGE) on the activity of Na™ /H”
exchanger 1 (NHE1) of vascular smooth muscle cel[VIMC) in rats M ethods Patch-attaching m ethod was used
I primary and continuous culiure of the VM C.  The cultured VM C of ratwere exposed to AGE for 24 hours and the ac-
tivity of NHE1 w as observed by using the fluorescent dye BCECF. Results AGE at concentration 1, 5§ 10 mg/L can
concentration-dependently increase the NHE1 activity from Q 66 20 05 10 @ 71 £0 03 Q 80 0 07 Q 88 *Q 06 re-
spectively Results of RT-PCR showed that AGE can sienificantly increase the expression of NHHE1 mRNA fran Q 77 %Q
07 0Q 8820 08 1 2330 06 1 33 F0 08 respectively (P< Q 05 orP < Q 01) ; Pretreamentw ith the mhibitor of the
receptor for advanced glycation end products ( RAGE) antrRAGE and mhibitor of m itogen-activated protein knase
(MAPK) PD98059 at concentration I, 1Q 25 Umol/L can significantly decrease the NHE1 activity fram Q 94 £Q 05 0 Q
86 X0 06 Q 74 £0 05 Q 66 £Q 07 respectively canpared w ith the AGE tream ent group (P < 0 05 orP < Q 01).
Conclusion AGE can significantly ncrease the NHE1 activity and the m echanisn m ay be related to the RAGE activated
and the MAPK.

PE AL R 77 (advanced glycation end prod- &t T e R 2 2 EE AP (m igen-activa-
ucts AGE)%*ER%@%%”}%E@ZHIE@F@%%“ﬂ, ted protein k inase MAPK)@%@Z?@CM, %S IKF KB
HHLH EEAEZIR RAGEL & 5, Bt 2K 51 ( nuclear factor-KB, NF-XB)j5 1k, @t i it — R 7145

[WHSEE ] 2009-02-19 [MEEIBEI] 2009-05-06 i F M RE. W ALZHES 1(Na H' ex-
[EE£WH] EHFAARZEETH (30600248) changer 1, NHE1)/Z 400 A pH 14 () 5 5 g5

MEZRIMN 1 ERE. il WrEE s, . ML ARts s -
U, BIEFE 7 AL I 25 EE, EmailAd liyingln2004@ yahoa can. cne %Elﬂ" E lﬂﬂ] 2391?13%%%‘%%‘@?‘2%4%*%@‘:':7

JAFFAL, WL 2, BRI, £ B 05 O AR B A O A 2 NHE 1 %514 B 55 88 00, 3¢ 508 FR % 10 0% 25 B 2%
Emailk zhoushouhong@ 126 can. N N ’ " .
PIHRT, BEIRIER MAPK &A% NHE1 935 ik



338

ISSN 1007-3949 Chin J A rterioscler Vol 17 No 5 2009

EEEHTEH. FAREEIRED RS R
A K BR R I N AR R AR K R 4 38 ) e T
MAPK 5 5188, T MR NHE 135 1% 58 n A
TR SRR MR R ERIE ™. AGE R ]
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ZHHEAE Smin FHRBRN. ERFEZHE Na
MERLT, BN EEAN HEFSKE; REE
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W, RERFE R B R ERIES A ET, WL E
ZHRE A pH B9 E, LB FE Na' BEME T NHE]
B, mEn HETHKE, BF lmnA pHHE
W & B LRy 3R, BT A NHE1E %, BL dpH /dt
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L 6 ZHAEEN ARXHER | mRNA FTIXAYME

KA Trizol 3% # BUE RNA. B _E 3R By &
RNA 5 B, olig(dl') 1 BI, #r DEPC 43 K £ 12 B,
BA, 4000 r/mnE L 55 T0CHEE Smin/a Tk
FAH Smin B 5 xBuffer 4 BI, 10 mmol/L
dNTP 2 BI, 4 x 10’ U/L RNase Inhbitor 1 BL, #p
DEPC A4 # 2| 19 BLE 47, 4 000 riminH 4 5 s
37CR R Smin K F A Smin An N\ FH 1
UL, B R R 2 20 BLIE4], 4 000 r/min & /4% 5 5
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B PCR 4 5 UL & 1 9% 3R A% IR %9k, EB 3¢
)% A, A nagemaster VDS B 2 2 47 24l = 7=
MABHWBR S LB EME. itHE L GAPDH X A ¢
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NHE 17546 (£ 2), W AGE % S/ NHE 1754kt
RAGE Fi /5o FIAN AR FE Y MA PK 457 57 4 BH I 771
PD98059 4k B j5, W LA & F H i i AGE 5 5 1)
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S B 7 FT BE T AGE 1) ELE24E F, 1E5%F RAGE
N FHIAEEAETC/EA, F RS RAGE K41 AN
F T AR PR A B BB .
VAR SR R IAE 19D 27098 R K RO WL B
PRI 25 2 23 I NHE 135 1 B 2 38 I, ) 2 Bk
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NHE 1 B35 AT 7 22 1 1, 28 B0 NHE 135 16 7T fe
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fZIN G ML FATLUE AW &I NHE 138 81
] 7 Cariporide RE I ] AGE 5 3 VMC 1
s AEEM T NHELITWTRES 5 T AGEHE S
VMCHFEERE . AT #H— P NHE1 2/ S5
AGERIA NS T IE K, AL E RN T AGE
XT NHE 13 P B 5200, 45 SRR B AGE B ¥k FE A i 4
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NHE 1 FJiE 32 2 F R &R 70, W& B EEE C.
MAPK 1 G EH%. mpE{EdE NHE B35 3G 58
BRI I8 1E: DAG & R 2 KR it S Ak B,
e MR 3 A% AR 7R 22w TR P2 0 AT DA Sk R
DAG, JG & & N E S C Mk —B0E 70, sk
PRI M T B N PKC RN REW L. CiF
S PKC JLTFTERT A PR 40 M b v DL
NHE1'". 125 NHE1Z 55 1 D4 i 48 5 i i
&, MAPK HI7&E AL = NHE 135 7 5 9 3 B BT 7261
iz —o DLAEBIF FORE SR 0 e 25 A0 dp i 1) mT e
AL NHE 1 HoN MAPK & B AKH I 1, AL TR 2%
FEREE A (oxidized low density lipoprotein ox-LDL)
thiEd MAPK 2R 3E P LA g e ™. S
BRI G AGE 8 it 33 MAPK 13 5 & 42 1 {2 3
VM CHEFH, fx 2% 5 BOME PR I8 I K (19 T B
U FRATTHEDN AGE @ i MAPK & 1% M i& 46 73 Al
IfE L NHEL #E{e gk VM C FE . A 704
BRIA R R E PDI8059 Tl kb BE Ji5 AT ¥4 & 44 #t 1tk
Hif#If AGE % S/ NHE 1351k, 3] AGE if &
(1) NHE 175462 MAPK @R #iMR . XF MAPK
BRYES NHE LG RIHLE] AT R85 8RR (b NHE 1/
CRMGA K, ZMIEH LR FEH BRI NHEI
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IR 53 cRSm BRI E L. £ NHELY

CARMAEH MAPK [ B AGA7 5, DAE B FCAE 43 5
BRI FUE MAPK 2055 NHEL
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KOS F AGE S M NHEL WL R 5
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RIS UER . FANN A antrRAGE Tl AL BE 5, AT
PLE = HGH H AGE 31 NHE &1L, g R iR
NHE1R[fig & RAGE /-S40 N 15 5 8 1% 1) —H6
5r. LF BFTIR, NHE1F A28 AGE /RAGE MAPK 15
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