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[ Abstract] Alzheimer disease (AD), a chronic neurodegenerative disorder, is the main cause of
dementia. Various factors contribute to AD with poor clinical prognosis. LncRNAs, a kind of non-coding
intergenic RNA, are involved in various pathophysiologic processes, such as cancer, neural system disease,
cardiovascular disease and aging via transcriptional and post-transcriptional mechanisms. The relationship
between IncRNAs and the development of AD was first raised in 1992, and the role of different IncRNAs in

AD has received extensive attention. This paper summarizes the studies regarding IncRNAs and AD during last

decades and hope to get novel insights into prevention and treatment of AD.
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[ Abstract ] Stroke is the leading cause of permanent disability. Stroke in progression (SIP) is one of the

most lethal and disabling type. Studying the clinical and imaging manifestations of SIP has become a core issue

of clinicians. This paper reviews the research progress of the disease development of the patients with SIP by

using a variety of imaging techniques.
[ Key words ] Stroke; Hemodynamics; Imaging;
JEHE R (stroke in progression, SIP) X FRitt @

PEBR MRS b, &0 5 2 D) BR G 2 R AR S W i
PR, H 2 8™ B R I Re B . Y
WA ZAE 1 ~7 AN, KRR HN 26% ~ 43% , SCHKAR
A A 50% , Fefk 129, H RTSR L 40
2k P A 12 32 (Scandinavian Stroke Scale, SSS) [Zjﬂz
Or BRGNS SRR P AT E X R R UKE L BT
iz 3l | IRERIZ Bl AT AT — T I E = 2 7301 ()
W E REVEINE = 3 502 Wl ik etk 2 v Horp

Review

MRS R AR KR 3 d N E SO R B
@@$¢ (early deterioration episode, EDE),3 ~7 d i}
BUWACE E SR e B R PE 2 (late progressing

stroke, LPS)

— LTI EHLETZ 3 (computed tomography,
CT)

VEI R b WL — R AR A, CT 2K
?EF 2 RGN R E IRk, B RA T REE
SRR

[31] Massone S, Vassallo I, Fiorino G, et al. 17A, a novel non-
coding RNA, regulates GABA B alternative splicing and

signaling in response to inflammatory stimuli and in Alzheimer

disease[ J ]. Neurobiol Dis, 2011, 41(2): 308-317. DOI:

10.1016/j.nhd.2010.09.019.

[32] ZouS, Yang J, Guo J, et al. RAD18 promotes the migration and
invasion of esophageal squamous cell cancer via the JNK-MMPs
pathway[ J 1. Cancer Lett, 2018, 417: 65-74. DOI: 10.1016/
j.canlet.2017.12.034.

[33] Parenti R, Paratore S, Torrisi A, et al. A natural antisense
transcript against Rad18, specifically expressed in neurons and
upregulated during beta-amyloid-induced apoptosis[ J ]. Eur
J Neurosci, 2007, 26(9): 2444-2457. DOI: 10.1111/j.1460-
9568.2007.05864 .x.

[34] Yamanaka Y, Faghihi MA, Magistri M, et al. Antisense RNA
controls LRP1 Sense transcript expression through interaction

with a chromatin-associated protein, HMGB2 [ J |. Cell Rep,

2015, 11(6): 967-976. DOI: 10.1016/j.celrep.2015.04.011.

[35] Airavaara M, Pletnikova O, Doyle ME, et al. Identification of novel
GDNF isoforms and cis-antisense GDNFOS gene and their regulation
in human middle temporal gyrus of Alzheimer disease[ J ]. J Biol
Chem, 2011, 286(52): 45093-45102. DOI: 10.1074/jbc.M111.
310250.

[36] Arisi I, D'Onofrio M, Brandi R, et al. Gene expression
biomarkers in the brain of a mouse model for Alzheimer's
disease: mining of microarray data by logic classification and
feature selection| J ]. J Alzheimers Dis, 2011, 24(4): 721-738.
DOI: 10.3233/JAD-2011-101881.

[37] ChenG, Qiu C, Zhang Q, et al. Genome-wide analysis of human
SNPs at long intergenic noncoding RNAS4 J ]. Hum Mutat, 2013,
34(2): 338-344. DOI: 10.1002/humu.22239.

(ks H 31 - 2019-11-06)
(RS il X4 2%)





