5536 5 17 W BO= FE OE K % % Vol. 36, No. 17

2014 4E9 H 15 H J Third Mil Med Univ Sep. 15 2014 1827

[5] Zhang C, Zhao Y X, Zhang Y H, et al. Angiotensin-converting en- features, expression, and regulation[ J]. Am J Physiol Regul Integr

zyme 2 attenuates atherosclerotic lesions by targeting vascular cells[ J]. Comp Physiol, 2003, 285(2) : R277 - R297.

Proc Natl Acad Sci U'S A, 2010, 107(36) : 15886 — 15891. [15] Kojima Y, Kundu R, Leepern N J, et al. Apelin modulates adipocyte
[6] Hashimoto T, Kihara M, Imai N, et al. Requirement of apelin-apelin and inflammatory cell processes to inhibit atherosclerosis[ J]. Circula-

receptor system for oxidative stress-linked atherosclerosis[ J]. Am J tion, 2009, 120(18) ; S1064.

Pathol, 2007, 171(5) ; 1705 ~1712. [16] Mediss, R, BEV. B TO0MmEREIM]. Jat: A
[7] Kojima Y, Kundu R K, Cox C M, et al. Upregulation of the apelin- BT G . 2011 : 41 — 49,

AP]J pathway promotes neointima formation in the carotid ligation model [17] Weston C R, Davis R J. The JNK signal transduction pathway[J].

in mouse[ J]. Cardiovasc Res, 2010, 87(1): 156 —165. Curr Opin Cell Biol, 2007, 19(2) : 142 —149.
(8] Lu Y, Zhu X, Liang G X, et al. Apelin-APJ induces ICAM-1, 187 Ricci R, Sumara G, Sumara I, et al. Requirement of JNK2 for scay-

VCAM-1 and MCP-1 expression via NF-kB/JNK signal pathway in hu-
man umbilical vein endothelial cells[ J]. Amino Acids, 2012, 43(5) :
2125 -2136.

en-ger receptor A-mediated foam cell formation in atherogenesis[ J].
Science, 2004, 306(5701) : 1558 - 1561.

HHERS, SR, R, 55 24 AL AR PR e A SR 3 ik
SV LA ) = 4R 2T 43 CURIERS R VR L D], v N AR B
#ZeE 2005, 21(4) : 388 — 392.

[20] Han Y, Wu G, Deng J, et al. Cellular repressor of EIA-stimulated

[19

[

[9

[

Chun HJ, AliZ A, Kojima Y, et al. Apelin signaling antagonizes Ang
Il effects in mouse models of atherosclerosis[ J]. J Clin Invest, 2008,
118(10) ; 3343 —3354.

[10] Rittig K, Hildebrandt U, Thamer C, et al. Apelin serum levels are o o
genes inhibits human vascular smooth muscle cell apoptosis via bloc-

king P38/JNK MAP kinase activation [ J]. J Mol Cell Cardiol, 2010,
48(6): 1225 —1235.

not associated with early atherosclerosis or fat distribution in young
subjects with increased risk for type 2 diabetes[ J]. Exp Clin Endocri-
nol Diabetes, 2011, 119(6) . 358 -361.

[11] WMERC, PO, Fimsat. Sl bk i ie i Al I Bl S 46 A Y it 5
[J]. 8B ZEPERap 4Rk, 2004, 24(7) ; 802 —804.

[12] Chun HJ, Ali Z A, Kojima Y, et al. Apelin signaling antagonizes

[21] Monaco C, Andreakos E, Kiriakidis S, et al. Canonical pathway of
nuclear factor kappa B activation selectively regulates proinflammatory
and prothrombotic responses in human atherosclerosis[ J]. Proc Natl

Acad Sci USA, 2004, 101(15) : 5634 -5639.

ang [l effects in mouse models of atherosclerosis [ J]. J Clin Invest,

2008, 118(10) ; 3343 — 3354, [22] Wilson S H, Caplice N M, Simari R D, et al. Activated nuclear fac-
[13] Gamkrelidze M, Mamamtavrishvili N, Bejitashvili N, et al. Role of tor-kappaB is present in the coronary vasculature in experimental hy-

oxidative stress in pathogenesis of atherosclerosis[ J]. Georgian Med percholesterolemial J]. Atherosclerosis, 2000, 148(1) : 23 -30.

News. 2008(163) : 54  57. (W78 :2014-02-14 ; {8 :2014-04-23 )
[14] Lassegue B, Clempus R E. Vascular NAD (P) H oxidases: specific (%4 £ &)

XTEFHSHER

RUFREF BB FEH AL RAERANET —EHAMNE, BAEERpH T FHMF BT, 0l
BRWHES TR, FTNESEFR T ERENBEEEFHE Y, TR T XV, AWML AR E
FET AR A XY

WFETEBRBEFEEFERH —HMEXART HRUTFHERKRS, BTAREE AR B FER -7
B +" KT, Pl Na® Ca’' P &% FRXACa' P77 AT 0Pk, HEWNBTFE(RER) NS AT
ERHEMAE LA BT PP, RTFBRAKRAN m 5EL LA, Gl T P In", RS X EE PN
EREWNE X AR, W AT R 8 40" PP T,

TIFERFEDFARRI, HCHRBNFLFRN AL URQFENFLATAARAENF S AL —NWHEN
R, B SRR LN EAEZ 0T M, BB & 4#%, 7] 4r: RNA & rRNA (ribosomal RNA) (tRNA
(transfer RNA) .\mRNA (messenger RNA)3 %, ritom £k m XA WA 5 /NG ,RNA L K5,

AT Gy 4531





