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BERE T 4 f . 0F— 28 SR E R PCR IESE7E /O JIE B AT 2 40 Jifd
A BRI LncRNA 36 3% 23 B 5 B A) 42 4 T A48 46 . Bk
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MAPK-ERK i # . /& H fi 5 8 Wi 8 45 % U7 40 ¢ 19 LncRNAs
Z P SEt siRNA P MALATI i3 3% J5 Al LA i g
58 R 200 g L B B WK ST 5 Zhang 45T R BEAE DCM A
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HAEFERE L.

£ % ik

[1] Saely CH.Aczel S,Marte T,et al. Cardiovascular compli-
cations in type 2 diabetes mellitus depend on the coronary
angiographic state rather than on the diabetic state[ J]. Di-
abetologia,2004,47(1) :145-146.

(2] 5K B M, 8 58 A B8 R4 O LG 1 & 93 AL 1 45 12 Wik o7
[J]. PR ZEBE . 2012,14(2) :325-327.

(3] M, T8 . Bl PR O LG 1 & s LRI Az e L. B B
P23 I A B 2R 7. 2006, 26 (2)  116-118.

[4] Zhang X,Chen C. A new insight of mechanisms,diagnosis
and treatment of diabetic cardiomyopathy[ J]. Endocrine,
2012,41(3):398-409.

[5] Frustaci A, Ciccosanti F, Chimenti C, et al. Histological
and proteomic profile of diabetic versus non-diabetic dilat-
ed cardiomyopathy[J]. Int J Cardiol,2016(203) :282-289.

[6] AW, S5 st te. KRR A% RNA TE.0 LA #E A
9o JL A SR e R A P R AR T L) . 2R BRRL 2 HE e L 2015, 46
(2):157-161.

[7] Novikova IV, Hennelly SP, Sanbonmatsu KY. Structural
architecture of the human long non-coding RNA, steroid
receptor RNA activator[ ] ]. Nucleic Acids Res, 2012, 40
(11):5034-5051.

[8] Ef&iy. mhimndlh. 224 . LncRNA M5 # . Ih g & H 5 9%
WRRARL] mEEY S5 T A . 2015, 31
(7):659-666.

[9] Qiu GZ, Tian W, Fu HT, et al. Long noncoding RNA-
MEGS3 is involved in diabetes mellitus-related microvas-
cular dysfunction [ J ]. Biochem Biophys Res Commun,
2016,471(1) :135-141.

L10] 5kA% 75  ARBKHE R T 55 Bl PR PR O ILET 4Eqb b 13
S KB R 4 RNA (neRNAD 0 % 5 (17, #1048 B2 2% 7
#,2014,14(1) . 8-11.

[11] Zhang M,Gu H,Chen ], et al. Involvement of long non-
coding RNA MALATI1 in the pathogenesis of diabetic
cardiomyopathy[J]. Int J Cardiol,2016(202) :753-755.

[12] Guo Z,Huang D, Tang X, et al. Correlation between ad-
vanced glycation end-products and the expression of fatty
inflammatory factors in type ]| diabetic cardiomyopathy
[J]. Bosn J Basic Med Sci,2015,15(4) :15-19.

[13] Tan JT,Nurbaya S,Gardner D,et al. Genetic variation in
KCNQI1 associates with fasting glucose and beta-cell
function:a study of 3 734 subjects comprising three eth-

nicities living in Singapore[ J]. Diabetes, 2009, 58 (6):



FREZ 2017 49 A% 46 K% 26

1445-1449.

[14] Christofori G, Naik P, Hanahan D. Deregulation of both
imprinted and expressed alleles of the insulin-like growth
factor 2 gene during beta-cell tumorigenesis[J]. Nat Gen-
et,1995,10(2) :196-201.

(157 278 .9k & . BILA . K4 AR g i RNA 78 & ) 8 7 51l

MR BLOWUEIE g 22 5 3R R 0T 1. I AR K222 ik (BB %

M) .2015(5) :21-26.

Yang W, Li Y, He F,et al. Microarray profiling of long

non-coding RNA (IncRNA) associated with hypertrophic

cardiomyopathy[J]. BMC Cardiovasc Disord, 2015 (15) ;

62.

[17] Sun L,Zhang Y,Zhang Y,et al. Expression profile of long

[16]

non-coding RNAs in a mouse model of cardiac hypertro-
phy[J]. Int ] Cardiol,2014,177(1) :73-75.

[18] Wang K, Liu F,Zhou LY,et al. The long noncoding RNA
CHREF regulates cardiac hypertrophy by targeting miR-
489[J]. Circ Res,2014,114(9):1377-1388.

[19] Wang L,Li J,Li D. Losartan reduces myocardial intersti-
tial fibrosis in diabetic cardiomyopathy rats by inhibiting
JAK/STAT signaling pathway[J]. Int J Clin Exp Pathol,
2015,8(1):466-473.

[20] Cao G,Zhang J,Wang M,et al. Differential expression of
long non-coding RNAs in bleomycin-induced lung fibrosis
[J]. Int ] Mol Med,2013,32(2) :355-364.

[21] Jiang XY, Ning QL. Expression profiling of long noncod-
ing RNAs and the IncRNA-
NR024118 and Cdknlc in angiotensin [[ -treated cardiac
fibroblasts[J J. Int J Clin Exp Pathol,2014,7 (4):1325-
1336.

[22] Mohammad G, Alam K,Nawaz MI, et al. Mutual enhance-
ment between high-mobility group box-1 and NADPH

dynamic changes of

[23]

[24]

[25]

[26]

[27]

[28]

[29]

[30]

3729

oxidase-derived reactive oxygen species mediates diabetes-
induced upregulation of retinal apoptotic markers[]]. J
Physiol Biochem,2015,71(3):359-372.

Loewer S, Cabili MN, Guttman M, et al. Large intergenic
non-coding RNA-RoR modulates reprogramming of hu-
man induced pluripotent stem cells[J]. Nat Genet, 2010,
42(12):1113-1117.

Bensaad K, Vousden KH. Savior and slayer:the two faces
of p53[J]. Nat Med,2005,11(12):1278-1279.

Vicencio JM, Galluzzi L. Tajeddine N et al. Senescence,
apoptosis or autophagy? When a damaged cell must de-
cide its path:a mini-review[ ] |. Gerontology,2008,54(2) ;
92-99.

Hu Y,Liu J,Wu YF,et al. mTOR and autophagy in regu-
lation of acute lung injury:a review and perspectivel J].
Microbes Infect,2014,16(9) :727-734.

IR ARBOMR SRR AL B AR g 1) RNA I 42 40 i 04 = M
W A A 5 2F e L) ], v e 3 AR 3 5K, 2015, 31(8)
1525-1530.

AR RE IR A, S JE ST RNA 7R & B i1
FA R PR & SCLT . o B 4 i A 2% 2% 4, 2013, 35
(12):797-805.

KPR 2R SRR S OB PR /D BUG IE 4 2 miRNA
I3 A B ML RAG I [T ], p A 3L A, 2014.,30(8) - 1042-
1046.

Song X,Cao G,Jing L.et al. Analysing the relationship
between IncRNA and protein-coding gene and the role of
IncRNA as ceRNA in pulmonary fibrosis[J]. ] Cell Mol
Med,2014,18(6):991-1003.

s f H 1 :2017-02-30 & [ H 11 :2017-06-18)

(4% 3722 TD)

L 0 G B A 00 I Xk 4R e T ) A R A BT
Blyo Pk, HEA 0] RUAE S il 19 — 50087 (49 fib J8 A 75 90 T i
W [l T AL liﬁﬂrhﬁ}zﬁﬂﬁwf“@ifﬁx,T E7E il

P 10 55 1 92 W O T LA R A A I L X E— 25 i) B
FEIERA .

S % Xk

[1] Siegel R, Naishadham D, Jemal A. Cancer statistics, 2012

[J]. CA Cancer J Clin,2012,62(1) :10-29.
[2] Mitsudomi T. Molecular epidemiology of lung cancer and
geographic variations with special reference to EGFR mu-
tations[ ] ]. Transl Lung Cancer Res,2014,3(4):205-211.
She J,Yang P,Hong Q,et al. Lung cancer in China: chal-
lenges and interventions[ ] ]. Chest, 2013, 143 (4).:1117-
1126.

Zeng Q. Liu M, Zhou N, et al. Serum human epididymis

[3]

[4]
protein 4 (HE4) may be a better tumor marker in early
lung cancer[ J]. Clin Chim Acta,2016(455):102-106.

Tang QF, Zhou ZW,Ji HB, et al. Value of serum marker
HE4 in pulmonary carcinoma diagnosis[J]. Int J Clin Exp

[5]

L6]

7]

[8]

(9]

(10]

Med,2015,8(10):19014-19021.

Lan WG, Hao YZ,Xu DH,et al. Serum human epididymis
protein 4 is associated with the treatment response of con-
current chemoradiotherapy and prognosis in patients with
locally advanced non-small cell lung cancer[]J]. Clin Tran
Oncol,2016,18(4) :375-380.

Speeckaert MM, Speeckaert R, Delanghe JR. Human epi-
idymis 4 in cancer diagonostics:a promising and reliable
tumor marker[J]. Adv Clin Chem,2013,59(1):1-21.

B A R W, 5k /N5, :’ff Ifi ¥ HE4, CA125, CA199,
CAT24 45 K %f B 5L 9 5L BH 12 18 18 65 R M (B4 1) [T .
] o K6 56 B 2 2% 35,2016, 37(9) : 1274-1276.

Yamashita S, Tokuishi K, Hashimoto T, et al. Prognostic
significance of HE4 expression in pulmonary adenocarci-
noma[ J ]. Tumour Biol,2011,32(2):265-271.

Cook NR. Statistical evaluation of prognostic versus diag-
nosticmodels: Beyond the ROC curve [J]. Clin Chem,
2008,54(1):17-23.

e H 3 :2017-02-19 & 18] H . 2017-06-06)





