E AR I E ¥ 4% 2011 42 3 A% 32 %% 33 Int ] Lab Med,March 2011, Vol. 32,No. 3 e 355

gia,2006,49(5) :937-944.

[10] Chien KL,Hsu HC,Su TC,et al. Apolipoprotein B and non-high
density lipoprotein cholesterol and the risk of coronary heart dis-
ease in Chinese[ J]. ] Lipid Res,2007,48(11) :2499-2505.

[11] Pischon T,Girman CJ,Sacks FM, et al. Non-high-density lipopro-
tein cholesterol and apolipoprotein B in the prediction of coronary
heart disease in men[J]. Circulation,2005,112(22) ;:3375-3383.

[12] Hsia SH,Pan D, Berookim P, et al. A population-based, crosssec-
tional comparison of lipid-related indexes for symptoms of athero-
sclerotic disease[ J]. Am ] Cardiol,2006,98(8):1047-1052.

[13] McQueen MJ, Hawken S, Wang X, et al. Lipids, lipoproteins, and

.z ik .

apolipoproteins as risk markers associated with myocardial infarc-
tion in 52 countries (the interheart Study):a case-control study
[J]. Lancet,2008,372(9634) :224-233.

[14] Kastelein JJ,van der Steeg WA, Holme 1, et al. Lipids, apolipopro-
teins,and their ratios in relation to cardiovascular events with sta-
tin treatment[ J]. Circulation,2008,117(23) :3002-3009.

[15] de Graaf J, Couture P, Sniderman A. A diagnostic algorithm for
the atherogenic apolipoprotein B dyslipoproteinemias[ ] ]. Nat Clin
Pract Endocrinol Metab,2008,4(11) :608-618.

(R H 1 :2010-04-02)

N RNA BEEEREPHIARARE

(28w %R, 1

&E T

(RAMERX AL EREEA, 9 650032)

KW : M RNAs; ZAWMNE; MR
DOI:10. 3969/j. issn. 1673-4130. 2011. 03. 032

45 B M 98 (colorectal carcinoma, CRC) 2141k & 4 &5 W WL

4 P P R 2 — B v I A 3 AR AR R R ST B s L CRC
R EUIR LA, R, 6 CRC & A& M LG L K

WS Wibr B 5T 2 B CRC IR E A . B E &
75 Wl B AT 2 B (C. elegans) R I T 55 1 A B 98 42 I8 iR /5 19
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