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(HE] B# FiF K% (IncRNA)SNORD3A 76 i J5 I8 41 2% 0 J58 5 983 4 i 22 HP 1) 26 ik 78
Ak, DA K I S5 988 AN it 38 4 R AR AR RE D e . iR CRAAEWE B ik b 26 B R AE Y AR
Bt (NCBT) GEO U4l i 03 19 GSES8276 125 5 321K 19 IncRNA |, SR A2 2017 46 J1 20194 8 J1 TR
T B3 0 1 J5 968 2 8 A% 30 19, S B 9 Ol o £ SR A S (PCR) A I IncRNA SNORD3A 3R 5 7K 5 71N
T4 RINA %% Ye 158 50988 41 B 22 TO8G 1 U251, CCK-8 2 Af 31 58 52 56 467 0 J5e S5 972 4 B 3 48 BE /1 . Transwell 4
52 8 i 565 A 00 Jse S5 96 AN L 42 22 BE T . Western blotting 12 46 I J1¢ J52 83 400 i c-Mye mRINA Fl#E (9 38 ik 48
fb. &R S5XFIRAM L, B TR 418 IncRNA SNORD3A %A /KFF+ i (P =0.000) ; 5 HEB 4 fE #H L,
JB2 5 9% 40 I 2 T98G . U7 . U251 A1 U373 IncRNA SNORD3A ik T (¥ P <0.05) . si-SNORD3A-1 £ AN
si-SNORD3A-2 24 T98G 41l il (P = 0.001,0.007) Al U251 4 i (P = 0.002,0.009) IncRNA SNORD3A ik 7K
AR F X B AL 5 5% YL J7 24 .48 F172 h, si-SNORD3A-1 41 #1 si-SNORD3A-2 41 T98G 4il i (¥ P = 0.000) A0
U251 4 il (35 P = 0.000) 3 58 58 S I8 T X4 BR AL ; 55 UL J5 48 h,si-SNORD3A-1 41 il si-SNORD3A-2 41 Z¢ 24 /)
FEHYTISG A U251 A% H 2> F 5t BZL (3 P = 0.000) .c-Mye mRNA FI K [ 35 KPR F X3 B (¥ P <
0.01). #5128 IncRNA SNORD3A 1] g3 1 §E [1] c-Myec # [ 4 3 T9SG Fl U251 4i Al 14 4% 7 A= 2% .
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[Abstract] Objective To explore the expression of long non-coding RNA (IncRNA) SNORD3A in
glioma tissues and cell lines and its effect on proliferation and invasion of glioma cells. Methods We
analyzed the differentially expressed IncRNAs in the National Center for Biotechnology Information (NCBI)
GEO (GSE58276) by bioinformatics. A total of 30 glioma tissue specimen were collected from June 2017 to
August 2019, IncRNA SNORD3A expression was detected by real-time fluorescence quantitative polymerase
chain reaction (PCR). The si-SNORD3A was transfected into T98G and U251 cells. CCK-8 was used to
analyze the proliferative capacity of cells. Transwell assay was used to detect cell invasion changes. The
expression of c-Myc protein was detected by Western blotting. Results Compared with the control group,
the expression level of IncRNA SNORD3A in glioma tissue was increased (P =0.000). Compared with HEB
cells, the expression levels of T98G, U87, U251 and U373 IncRNA SNORD3A in glioma cell lines were
elevated (P < 0.05, for all). The expression levels of IncRNA SNORD3A in T98G cells (P =0.001, 0.007)
and U251 cells (P =0.002, 0.009) in si-SNORD3A-1 group and si-SNORD3A-2 group were lower than those
in control group. At 24, 48 and 72 h after transfection, the proliferation capacity of T98G cells (P =0.000,
for all) and U251 cells (P =0.000, for all) in si-SNORD3A-1 and si-SNORD3A-2 groups were lower than
those in control group. At 48 h after transfection, the number of T98G and U251 cells passing through the
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chamber in si-SNORD3A-1 and si-SNORD3A-2 groups were less than those in control group (P =0.000, for
all), and the levels of ¢c-Myc mRNA and protein expression were lower than control group (P <0.01, for all).
Conclusions IncRNA SNORD3A promotes proliferation and invasion of T98G and U251 cells by partly

targeting c-Myec.
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Jit1(P =0.000,0.037,0.000,0.002)IncRNA SNORD3A
FkTHm R B E (K 1,2) . F—H KR GEPIA Hdl
J% (http : //gepia.cancer—pku.cn) , ¥ H 163 i i Jit /7
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R KRR S HEB 412 IncRNA SNORD3A & 15
HKP B B e (s, 27%)
Table 1. Comparison of IncRNA SNORD3A expression

levels in glioma cell lines and HEB cells (@ s, 27°°%)

25 140 IncRNA SNORD3A FAH P{E
HEB 20 (1) 3 1.00+0.33
TO8G #ifL(2) 3 12.15+2.30
U87 4L (3) 3 2.65+0.94 59.388  0.000
U251 40f(4) 3 17.44 +1.90
U373 4(s) 3 6.83 + 1.65

®2 KRR S HEB 412 IncRNA SNORD3A £ 15
KV B PP L
Table 2. Pairwise comparison of IncRNA SNORD3A

expression levels in glioma cell lines and HEB cells

AP A PE ||HIMPRE  ofF P{E
(1) {2)  -8315 0013 |[(2) {4)  -3.080 0.037
(1) (3) 2872 0.045 || (2) (5) 3258 0.031
(1) (4)  -14792 0000 | (3) (4)  -13493  0.000
(1) {5)  -6.013 0004 || (3) (5)  -3.822 0.019
(2) 13) 6.628 0003 || (4) €5)  -7321  0.002
=
. .
T
I 412
T #P<0.0s

GBEM

Bl R GEPIA B i R K5 44U
A (163 ) IncRNA SNORD3A # ik 7K F- W] i
T IR I bR A (207 f51)

Figure 1  Searching the GEPIA database
showed expression level of IncRNA SNORD3A
in glioma tissue samples (163 cases) was
significantly higher than that in normal brain
tissue samples (207 cases).

~.IncRNA SNORD3A fi i Jie S5 J6g 24 i 38 5
CCK-8 2 Jifd 3 78 52 05 25 2R {7, 4% Gt J 24,48
72 h si-SNORD3A-1 41 fil si-SNORD3A -2 41 T98G
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3 siRNA 4 5 xF Bf 20 T98G #1 U251 4H /il IncRNA
SNORD3A Rk AKCF i g (7 +5,27057)

Table 3. Comparison of IncRNA SNORD3A expression
levels in T98G and U251 cells between siRNA group and

& 4 SiRNA 4 5 X B2 T98G A U251 4 /il IncRNA
SNORD3A 3 ik 7K - 14 1 4 L 4
Table 4. Pairwise comparison of IncRNA SNORD3A

control group (x +s, 27°°%) expression levels in T98G and U251 cells between siRNA
group and control group
4151 2B T98G U251
XFHEZE (1) 3 1.00+0.18 1.00 £0.14 2H 1] T 9 L 198G U2t
s-SNORD3A-141(2) 3 0034001 0.28+0.10 ! L] it Gl
si-SNORD3A-241(3) 3 0.36+0.11 0.41+0.16 QR 9174 0.001 7.097 0-002
F i 47037 23364 (1) €3) 5.108 0.007 4.751 0.009
Pl 0.000 0.001 (2) (3) -5.090 0.035 -1.206 0.294
RS siRNA L5 X B[R] A 18] 1 TOBG 1 U251 4 A 38 5 185 1 A9 LU 42 (R 5, ODiaso )
Table 5. Comparison of proliferation activity in T98G and U251 cells between siRNA group and control group at different
observation time points (¥ =5, ODasoun)
25 151l %5 & e B %) MY 24 h YL )T 48 h YT 72 h
TI8G
YR (1) 5 0.16 £0.01 0.42+0.02 0.77 £0.03 2.27+0.07
si-SNORD3A-141(2) 5 0.16 +0.01 0.24+£0.01 0.49 £0.03 1.68+0.11
si-SNORD3A-241(3) 5 0.16 £0.01 0.31+£0.02 0.50+0.03 1.66+0.10
F1H 0.000 165.667 120.697 65.017
PAE 1.000 0.000 0.000 0.000
U251
YR (1) 5 0.56+£0.17 1.07£0.03 1.69£0.02 2.66+0.10
si-SNORD3A-141(2) 5 0.56+0.17 0.74 £0.02 1.12+£0.08 1.83+0.15
si-SNORD3A-241(3) 5 0.56+0.17 0.81+0.04 1.18 £0.06 1.96+0.18
F1IH 0.000 165.315 150.662 46.297
PAH 1.000 0.000 0.000 0.000
R 6 SiRNA -5 X M 4[] — WA [] 45 TO8G AN U251 A Jfd 48 B 115 41 114 T 74 L 4

Table 6.
different observation time points

Pairwise comparison of proliferation activity in T98G

and U251 cells between siRNA group and control group at

» HUYLJS 24 h YL 48 h HUJE 72 h
2H [1) 9 7 L
tfE Pia i PiE tfl PiE
T98G
(1) €2) 19.642 0.000 13.490 0.000 9.887 0.000
(1) €3) 9.893 0.000 13.508 0.000 11.188 0.000
(2) 13) -7.551 0.000 -0.569 0.585 0.204 0.844
U251
(1) (2) 15.573 0.000 16.304 0.000 10.260 0.000
(1) €3) 9.915 0.000 17.708 0.000 7.705 0.000
(2) 13) -3.362 0.015 -1.613 0.146 -1.261 0.243
U251 40 i 14 56 68 77 0 55 , H AL F X4 (B p = A 22980 0 S AR AT UL A ST E TR

0.000) , #£ /R UL 2K IncRNA SNORD3A A] L) g 2 4101 il
JI2 I 96 448 ML P 1 A BB D (3R 5,6) 0
P9 .IncRNA SNORD3A fi£ JF Jist Joi 924 200 Jifd 1% 7%
Transwell 4 J {2 22 5206 WoN , FE YL )5 48 h T3]

K SE A

=L MG RE AR K AR TE 25 58 35, TO8G 4N il 2 B TE | %8
2160, U251 I EARTIE VW 25 si-SNORD3A-1 4
F1si-SNORD3A-2 4l ZF ik /NVE A g % H W 8 /> F

Xt MR ZH , 2T UTER IncRNA SNORD3A A L i 2 31 4l

PARR=
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Figure 2 Inverted phase contrast fluorescence microscopy findings T98G cells were morphologically intact, adherent growth, the
nucleus was round, stained purple; cytoplasm was polygonal, and stained purple-red. U251 cells have complete morphology, adherent
growth, fusiform shape, long synapses and interconnections, the nucleus was stained purple blue, and the cytoplasm was purple. The
number of cells invaded into the lower chamber of control group was more than that of si-SNORN3A-1 group and si-SNORN3A-2
group. Crystal violet staining low power magnified
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and U251 cells in siRNA group and control group

siRNA 415 %} #8241 798G A1 U251 40 ML 12 72 RE 11 i1y

Pairwise comparison of invasive ability of T98G

215 1% T98G U251
T98G U251
SEREZH (1) 3 1.00+0.03 1.00 =0.03 2] 8] 5 A L
. PAE tfE PE

si-SNORD3A-141(2) 3 0.71+0.03 0.51+0.02

(1) (2) 11.707 0.000 24.751 0.000
si-SNORD3A-24H(3) 3 0.66+0.01 0.50£0.01

(1) (3) 18.755 0.000 26.306 0.000
FAH 147.870 544.377

(2) (3) 2.137 0.099 1.167 0.308
PAE 0.000 0.001

e J5 9 A LA 22 8 1 (39 P =0.000; &1 2; % 7,8) ¢
. .IncRNA SNORD3A i 1 #1 [i1] ¢-Myec & i %
Jo 9 e
SEEF P E B PCRIESE R BR Y5 48 h /]
UL si-SNORD3A -1 41 #1 si-SNORD3A -2 4 T98G #il
U251 40l ¢-Mye mRNA ik AL, FLAK F T B4
(¥ P<0.01;49,10) ; Western blotting 45 R B 755,

si-SNORD3A-1 2 1 si-SNORD3A-2 21 T98G 1 U251
Y o-Mye £ 1R BT X A (¥ P <0.01;%9,
105 & 3) o #Z/RULER IncRNA SNORD3A 411 il Ji2 Joit I3
I JR 2 38 2 4 ] o-Mye 19 335 10 & FEVE A .

5] it

AR B 20 2 P 2 X I 3R E AT 12 W A WHO 23




ohE A 2 G 2 2019 4E 12 A S 19555 1240

Chin J Contemp Neurol Neurosurg, December 2019, Vol. 19, No. 12 . 951 -

R9 SIRNALL5 X AL TISG A U251 Al c-Myc mRNA FIZE 1R KA i (v =5, %)

Table 9. Comparison of ¢-Myc mRNA and protein expression levels of T98G and U251 cells between siRNA group and
control group (x +s, %)
. 198G U251
i %%
c-Myc mRNA c-Myc c-Myc mRNA c-Myc
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Table 10. Pairwise comparison of ¢-Myc mRNA and the protein expression levels of T98G and U251 cells between
siRNA group and control group
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34th International Conference of Alzheimer’s Disease International

Time: March 18-21, 2020

Venue: Singapore

Website: https://adi2020.org/

The 34th International Conference of Alzheimer’s Disease International (ADI) will take place in Singapore on March 18-21,
2020. This unique, multi-disciplinary event brings together all those with an interest in dementia, including researchers, scientists,
clinicians, allied healthcare professionals, people living with dementia, family members, care professionals, and staff and volunteers
of Alzheimer associations.

ADI is proud that its international conference is the longest running and one of the largest international conferences on
dementia, attracting over 1,000 delegates from over 100 countries.

Featuring a range of international keynote speakers and a high standard of scientific and non-scientific content, the conference
programme enables participants to learn about the latest advances in the prevention, diagnosis, treatment, care and management of
dementia.

ADI is the international federation of Alzheimer associations around the world, in official relations with the World Health
Organization (WHO). ADI currently has 100 members, each member being the Alzheimer association in their country who support
people living with dementia and their families. ADI’s vision is prevention, care and inclusion today, and cure tomorrow.

Alzheimer’s Disease Association (ADA) was formed in 1990 because of a growing concern for the needs of persons living with
dementia and their caregivers. Through our work, the Association hopes to reduce stigma by increasing awareness and
understanding of dementia; enabling and involving persons living with dementia to be integrated and accepted in the community;

and leading in the quality of dementia care services for persons living with dementia and their families.

27th Congress of the European Society for Pediatric Neurosurgery

Time: May 3-6, 2020

Venue: Athens, Greece

Website: https://www.erasmus.gr/microsites/1179

The 27th Congress of the European Society for Pediatric Neurosurgery (ESPN) will take place in Athens, Greece on May 3-6,
2020. ESPN aims to organize an outstanding scientific and educational congress to facilitate the spread and exchange of
knowledge, skills and attitudes, between experts, researchers, clinicians and trainees, and to continue the development of pediatric
neurosurgery in Europe.

The ESPN Congress is organized on a biennial basis (traditionally in late April-early May) by the acting ESPN President in his
country of origin. It is ESPN’s main educational activity since its first organization in 1967 in Vienna, Austria, which constituted
the Society’s inaugural occasion. The Scientific Program is drafted by the ESPN Scientific Committee, in collaboration with the
ESPN President. Plenary sessions host a series of invited lectures delivered by renowned experts in the field of Pediatric
Neurosurgery and sister disciplines. Abstract submission on topics covering all major aspects of concurrent Pediatric Neurosurgery
research and clinical practice lavishly provides for oral and poster presentations. Vibrant discussion is an integral part of all

sessions, with the strategic positioning of Panel Tables on major issues addressed.



