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2. B ] R S100A6 215 R G 42 b & ik Bt UST ta g siAnia & At %h, [ F ik ]
®E 2017 53 A £ 2019 F3AEHMKFEIMBERBRFTFREFGIRAE EH
105 #) , A) 7 5= 8 3% 5k 2 % PCR H A4l ik i 98 A= % & 20 22 F S100A6 & B £ ik, 32 5 AR
Ji 7 UST 4 e, #&%%,ﬁ%a'z% &) ¥ 2m figL 4 7 siRNA-S100A6 20 siRNA-3¢ & 53] 4l A == 8
s RB 2R A B = e 3%k 2 2 PCR 3 R f= Western blot 3 K A& M) 2m jo & S100A6 &£ A f= & & &
‘k CMTT sk A 4a B 38 75 66 71, RIJR 55 3o A ) 4 R iE 4% 48 77, Transwell /s 460 40 f0 42 2 4k
o [ %] I w2 F SI00A6 mRNA #aﬁfuiziy 1.95+0.16, # & 4142 % S100A6
mRNA o xt A ik F A 1.33+0.13, 4 £ F A %t 3 & 3L (1=30.776,P<0.001), 5 WHO 4%
[~ zAnre , M~V + SI00A6mRNA % ik & 2 % KA & (P<0.001)., 5 % & % 28 F= siR-
NA-sF B2 5 71 2848 b, siRNA-S100A6 41 21 fit, 7 S100A6 mRNA #= & & & ik T ¥ K& (P H<
0.001),24h 48h 72h £ 96h & i ¥ 7 7% 1A F7 ) (P<0.05) , %) i £ & I‘M&(Ro.oon,ﬂﬁ
% 2 F R Y (P<0.001), [453 ] SI00A6 AR Ramm b 25 4% A5 Kk HB Tk
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Expression of S100A6 in Glioma Tissue and Its Effect on

Proliferation and Invasion of U87 Cells

MA Jian,FU Xu-dong,ZHOU Shao-long, MENG En-ping, LIU Fei-fei, YANG Zhuo
(The Fifih Affiliated Hospital of Zhengzhou University , Zhengzhou 450052, China)

Abstract: [ Objective | To investigate the expression of SI00A6 in glioma tissue and its effect on
the biological characteristics of U87 cells. [Methods ] 105 cases of patients with glioma undergo-
ing elective surgery treatment were selected from March 2017 to March 2019 in the Fifth Affili-
ated Hospital of Zhengzhou University. The expressions of SI00A6 genes in gliomas tissues and
adjacent tissues were detected by using real-time fluorescence quantitative PCR. The human
glioma U87 cells were cultured. According to the different transfectants,the cells were divided in-
to siRNA-S100A6 group,siRNA-control sequence group and blank control group. Real-time fluo-
rescence quantitative PCR and Western blot were used to detect the expressions of SI00A6 gene
and protein. MTT assay was used to detect cell proliferation. Scaling experiment was performed to
detect cell migration ability and Transwell chamber was used to detect cell invasion. [Results]
The relative expression level of SI00A6 mRNA in the glioma tissues was 1.95+0.16,while in the
adjacent tissues was 1.3320.13,the difference was statistically significant (¢=30.776,P<0.001).
Compared with WHO grade I ~ I ,the expression level of SI00A6 mRNA in grade Il ~IV was
significantly increased (P<0.001). Compared with the blank control group and the siRNA-control
sequence group,the expression levels of SI00A6 mRNA and protein in siRNA-S100A6 group
were decreased(all P<0.001). Cell proliferation activitied at 24h,48h,72h and 96h were inhibited
(P<0.05),the wound healing rate was decreased (P<0.001),and the number of invasive cells was
significantly reduced (P<0.05). [Conclusion] S100A6 is highly expressed in glioma tissues,and
was related to the degree of glioma malignancy. Specific silencing of SI00A6 gene expression in
U87 cells could effectively inhibit cell proliferation and reduce cell migration and invasion.
Subject words : glioma ; SI00A6 ;small interference RNA ;cell proliferation ;cell invasion
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FeAZ F e 0 2R B St T 3% i 8 e ) 8 T RO ETRUG B
HEEZEL, SI100 454 4% 8 A6 (S100 calcium-
binding protein A6,S100A6) &4 S100 % & #& K ik
TERN,EELEGLE LB EMIESIL AR
MESHADFHEFRET /AR, LF R
KA SI00A6 f£ TR GEAR T REFF, s
oY TG LG 5 R T RAR R A AR A K A AT
R4 SI00A6 f2 e Ji 78 A 22 F ik, FFA1 A
4 -F RNA F## K (small interference RNA ,siR-
NA) 4 M F IR % UST 4m it F S100A6 # B ,
MR AL Afam 3G 7h AL RAR B e WM Hm, A IR R
B A7 T IR B R AR A R AE

L g gk

11 s R FH

#2017 43 A 22019 4 3 A AR EHEHIT
FREF W% 105 4], RTH K28k
N REHEBmEZESHY, L P, F %6l
), S bt 44 1) 16~T5 %, P AR 48 ¥, AR
#2010 4 WHO % T P44 2 R 0t 8 o £ 47
S T s, Mw 44 6, M 34 4, VR 22 41,
iR BEYTRTGRIZABAL, ARIEE B
BGES2em WEF AR, Rk ETRAT, ®A
T-80CAk#H AL AL ETEREELE T 2
f,EHFHwERE,
12 &KX A Ak &

AJE R UST sape ¥y B W B % B ATCC 23],
B& 4 o iF RPMI 1640 37~ A % & £ B Gibeo 2 4],
Trizol ¥ RNA #% 3 77 & Lipfectamine 2000 %% %
XA & W B £ B Invitrogen 2~ 3] , L3t A SI00A6 %
FERARY B LEMNZAMFIARASG], #iR
F= PCR ¥ 3%X ) & & B A TaKaRa 2 3] ,S100A6
BN A Myl B A T A M N 8] % A R, siRNA-
S100A6 #= siRNA-xf 18 7] by i £ 57 £ S AH A
PR 8] 3% 7 AR, MTT 20 3 75X 7 & 0 B L iguk
AR E 52 W Ay PR 8], Transwell /s & ¥ B £ B Corning
NE), ERERTEPCRAM A £E ABL 25, %
B kAR A B £ B Bio-rad 23]
1.3 st 382 % PCR A il B2 SR 78 A= 5 5 40 42
S100A6 # B & ik

IR i e % 5 LR B B )G Nt B L R,

B 5 7% & 2019 £ 5 25 K5 9

J Trizol % RNA 42 B ) & 32 B m i, F & RNA, J)
b OB E A B RNA 46 A= 0k B, w4 A280/
A260 /£ 1.80~2.30 H &t MiEiFRXMNER L
RNA % # F A M 4% cDNA, B cDNA /£ 4 A 4 i
47 PCR, 7149 5 %) :S10086 3] 4 : L4 :5'-GGGGA-
GACTCGTCACCAGGC-3', TF# :5-GGTCCAAGTC-
TTCCATCAGCCT-3", B-actin 3] 4 : £ i#% .5 -AAATC-
TGGCACCACACCTTC-3", F # : 5 -GGGGTGTTGAA-
GGTCTCAAA-3', PCR K & 4 # :95C 5min,92%C
30s,92°C 30s,58%C 30s,76°C 30s, i 4k # 47 38 K 4
R, AR R 3 AFATR LI, A 2700 kit
FIR R TG Fo S 2R P S100A6 & B A8 3+ & i &,
14 wpora Rt

I UST7 %m i B F 4 10% fib 4 f 7% 44 RPMI
1640 3= P, F4 5%C0, 37Cla B354 ¥ 3=
o BATHAKI WA, REEE, EEBEHEMFT 6
FUAR H, gk 4 18 iR 3% A, A e i ak A 3k 3] T0% v
Lat, A A Lipfectamine 2000 4% 3 X 7] & 4 %) 3 47
# % . (DsiRNA-S100A6 21 ; # # S100A6 F 4k /7 71
5'"-AGAAGGAGCUCACCAUUGG-3"; @siRNA-xt+ 8
a4 3 st B F 5] .5 -GGACGCAUCCUUCU-
UAA-3' ;DE G 3T IR RAFAEAT AL 38, 204 J )5
sk 418 R 3R 48h, BRJG 4 E R 3RAE
1.5 gRT-PCR # 28 it S100A6 % B % &

B 20 3 e )5 ¥ 7k A8h fm B | hm N 2w L 3L AR R
AT BE 1.2.1,
1.6 & G Jiep e am it S100A6 & & £ ik

T LA 5 e G ¥ 5k A8h il A N dm BB R
RIEE G, A BCA &gt ml &7 &0 &g o5
Fo i B B S0g B & &, #E 4T SDS-J 7 M Bk e 4 i
Wk B, Wi E PVDF B L, 25T A S%IE
5 % 4t B 60min,PBST # 2 3 %, ¥ —HK i A
S100A6 % # M4tk (F 4 k5] 1:1500) An A ,4°C 4
BT AME PBST ik 3 K, ¥ —FmAN, BT
7% 120min, A PBST ¥ 2k 3 2k, e AR HAL 5 & %
W, 38 % 2 & 20min, B 40 B F) R Image ] B %
DT ST &S R BAL AT AT, RIS M
P S100A6 % & A8 & ik &,
1.7 MTT A4 29 fen 3% 74 48

B L5 3 )5 e, R B AL A T 96 Lk,
i A IR E R A 2x10° AN/ gk e iR 3 A, 4 A
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F 354 12.24 48 72 4= 96h 8, 4 %) A MTT i&
50ml,37°C &4 F % 4h, Lk, H=F A TR
150l A N it i 7 A i, A R B AR AL 490nm
KA EFUR K E A BTN, TE 5 3k,
1.8 XIJE 5Bt tm e iE A5 Ak A

TUA- L0 5 e )G ¥ 5k 48h e MR ERIE AL A T
6 SUML, I8 Eetm 5 1x10° ANml, rm e A ¥ B 2
Mk 80% vh B, JR 20l A K 3k i AT R R, A
PBS 4 &% fm fo ik X, 5 3 F Oh F= 24h 8 9L 45 2m fe,
B R — XA FE AL, A A Image ] K45t
o X R A A % =(1-24h %) JE @ £2/0h %) JL & 2 ) x
100%., &5 %% 3 Kk,
1.9 Transwell 4~ & A& 49 fL42 2 48 5

ARG G355 48h tafe R BRI, £ & W
B, 8 dm R SR JE # 2.0x10° AN/ml, B 100w] 4 p &
& m AN Transwell ) £ £ &, % 600l 4 10% A& 4 f
749 RPMI 1640 32 @ m AN T £, 8 F 37CR &4
P2 iR 24h R BN E, SR T EE Z 25min, 45
SE R 15min, % A i A A A Xk, PBS ik
J& , A B A LA SF AL 10 A & 45 AL % 3+
BT MmO, T4 EE 3 K,
110 %t am

A ) SPSS 21.0 %3t 4 47 4k 4F 3 47 338 547,
T E R LAY AR E (xxs) KT, AL LR K
A t#e e, S AR LB A R E E o £ 45, P<0.05
hEFA%TFEEL,

2.1 S100AG6 £ J& i 9 Fo Ji o7 4L 28 P ik

qRT-PCR # i 25 & 2 7 I R 5 40 22 Fo 5 57 41
2 % S100A6 mRNA % ik & 4 4] 4 1.95+0.16 #=
1.3320.13, 5 5% 242480t ,S100A6 mRNA 2 i it
JB 4L P Rk B B F & (1=30.776, P<0.001) .
2.2 SI00A6 ER R FGHEL T £ R B L5 6 RAHE
FAEZ A 69 % &

& i 98 4847 S100A6 mRNA &% 2 5 H 5 |
¥ MBAEE . MB KD L% (P=0.178.0.103,
0.254 #2 0.208); 5 WHO 42 [ ~1l & 4ast, M~V
BoP kik ¥ 2 F S (P<0.001) (Table 1),
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2.3 Z@fe P S1I00A6 mRNA Fe & & & ik

A2 U6 4m jit F 5 % #5 % siRNA-S100A6 . siRNA-
st BB ) Fu AR AL AT 4 22 ,48h 5 Al e e o
S100A6 mRNA Fo & & £ i, 5= & *f A 4= siR-
NA-%F F& B %] 41 48 tb ,siRNA-S100A6 41 #m g
S100A6 mRNA Fe %k & & ik 2 ¥ BA& (P #<0.001)
(Table 2, Figure 1),
2.4 miedg A E AR

£ U86 w it 4 5 4% 4 siRNA-S100A6 ,siRNA-
SR Fa RARAEAT A 2L, 5% T 12,24 48 .72 #=
O6h B oM fm iR B I E M, 5 F G AF B 4L Fe siRNA-

Table 1 Relationship between S100A6 gene expression
and clinicopathological features in glioma tissues

Indicator N S100A6 mRNA t P
Gender
Male 61 1.93+0.14 1356 0.178
Female 44 1.97+0.17 ' '
Age (years old)
=4 1.98+0.1
8 9 LIS ds 0103
<48 46 1.94+0.12
Tumor location
Supratentorial area 90 1.98+0.17
1.147  0.254
Subsegmental area 15 1.93+0.13
Tumor size (cm)
>5 36 1.93+0.15
1.268  0.208
<5 69 1.97+0.18
WHO classification
I~1 49 1.69+0.18
21.635 <0.001
m~1v 56 2.37+0.14

Table 2 Expressions of SI00A6 mRNA and proteins in cells
S100A6 mRNA S100A6 protein

Groups

1.16+0.07 0.20+0.06
2.80+0.18 0.83+0.11
Blank control group 2.96+0.17 0.85+0.07
F 275.070 126.784
P <0.001 <0.001

siRNA-S100A6 group

siRNA-sequence control group

siRNA-S100A6 siRNA-sequence Blank control

group control group group

GAPDH

Figure 1 Expressions of SI00A6 protein in
cells in different groups
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I BB 5 %) 41 48 vk, 24h it siRNA-

—+— siRNA-S100A6 group
—=— siRNA-sequence control group
Blank control group T

S100A6 £ 4m 138 74 75 1 4 91 2 4p ool
#) (P=0.020) , B £ B 19 38 %, 2 06, ~ gj
W E R £ 2 (P<0.001) < 06}
(Figure 2), E 3451:
25 mAiE A A Z o3}

1 UB6 &m it ¥ o 7 % 4 siR- 0.2F
NA-S100A6 siRNA-3} 8 /& 7 = R ol
VEALAT 4L 28 4 3 24h )5 R B 5 3

% R 8 = ,siRNA-S100A6 41  siR-
NA-xt B& 5> 7)) 40 Fo = G 3F BB 40 4
e b X A A A 13.11%=
1.77% .40.36% +1.28% #= 40.88% =+
1.80% ,siRNA-S100A6 %1 24h & %]
A A R AT siRNA-3+ 18 5
%) 48 4= % G 33 B8 40 (P<0.001) (Fig-
ure 3),
2.6 Az &R H iR
Transwell 526 %5 £ 2 & ,siR-
NA-S100A6 8 . siRNA-x} & /5 5] 28
Fo 2 G 2 B4R R A 4 A A
(106.28+6.54) A~ . (137.89+8.11) A~
Fo (141.15+4.29) A, 5 siRNA-x
B3 M Ae s G T BE A A8 VL siR-
NA-S100A6 2842 % 4m L 4 S %t
B,V (P<0.001) (Figure 4),

3

it i

RAYFHARMHE S (25

siRNA-S100A6 group

12h 24h 48h 72h 96h

Figure 2 The effect of S100A6 on cell proliferation in U87 cells

siRNA-S100A6
group

Blank control
group

siRNA-sequence
control group

ﬁ{v;{fl o
} o At

' ;f..

- ::v'" ¥or i

siRNA-sequence control group

Blank control group

Figure 4 The results of Transwell of U87 cells in each group

(Crystal violet stainingx200 )

R EFEFRIGRAREE, F 4o d
HIAARARE 14 AT B R R RIE IR TG oa B A2 R A
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SEHEAEORER S ROLESMES A
%%i}b b R EEEZAEA 1O S100A6 4 4 S100
BREEEZRN, R TAEEK 121 45 250~
350kb Z 8,5 B B ski we AR R 3E e )R
B KR ETARRN 55 T A B miasgsa A
T RERESEE Y AL AmED B

R A2 B I S A BB P 2

N

B 5 7% & 2019 £ 5 25 K5 9

Rk, AMAERIL T, KABEE T SI00A6
mRNA ABsf R A2 & TR 5 AL, $LU SI00A6 £
IR IBAR T Zd AL, 5N RABEEIEZ E] #
F A MR, B R 9E F S1I00A6 &35 5 WHO
2B AFx, I ~MRrmpr P REKTM~IVE, LA
S100A6 F2 ik R G 442 P R ik 5 b i B A A %, W ik
ﬁf%%im%ﬁfﬁﬂéﬁﬁﬁ%,ﬁ%ﬁﬁﬁ
2 S100A6 RE 5 R BTHEER X, KRR
hﬁﬁ?imﬁwwﬁﬁiim,ﬁ*ﬁkﬁ
S100A6 TTH# 45 T A i Bt 42,
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A3t —F IRt S100A6 5 R A M FHIEZ
965 3% A, RAF A A siRNA 3 R 4 7 M %Ik
7 UST #m f & SI100A6 % B , % % 2 7 ,siRNA-
S100A6 41 %8 i, & S100A6 mRNA #= & & 48 2% & ik
KT siRNA-*T B B fe = G 3T B, T
siRNA-S100A6 %1 29 it S100A6 & B 4% % 25 37 41 .
H AR A5 ,S100A6 £ 5 3 ¥k g 44 )6 Tl it iR
P20 KA I ik dm G A0, RBE R MTT %3
% % 2 7 ,siRNA-S100A6 41 %7 #2 24h 48h 72h #=
96h "Rk B A 1H 34 4K, LA 4F 5 12 9L % S100A6
KRG, R 38 78 48 h Ak 2 3 M 49 ), #2 7 S100A6
E&ﬁﬁum%%%ﬁ*ﬁﬁmﬁ% BT A
L2t R 27 ,siRNA-SI00A6 21 24h Bf %) B A& & %
& F siRNA-3F 18 5 7] 40 e 22 & #3828, 350 PR 42 37 4
S100A6 % B kA )G, it ks, BT
S100A6 Ef‘bf‘i‘a T U87T it A4, AR
%2 27 ,siRNA-S100A6 4142 % 29 i
A iﬁ&ﬁ" siRNA-3+ 18 59 2 fe 2 G 2T PR 40, 3L
B % S100A6 A A & UW%M%%%ﬁ&M%,
F= S100A6 TR AL T IR /G ta foid it 42,
4z B TR S100A6 X R % F 2 3 Kk,
A5 ERRERX, FFRIREKRRIE MR

Transwell 52

¥+ S100A6 H B =T A zk 47 %) érﬂ)ié’)“’?ﬁ &A%, 4 BEL T
Bl e N, AR ARG % T R A R AR
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