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Transwell 5 5 6 I 2 i 152 28 , FH 1500 656 00 240 L 385 2 4o B FLIBR A= U FH ATP 5 i, Seahorse XF M R fiff 1y 8 23 57) &5 FN Sea-
horse XF 4t £ b7 4% 7 8 3 3 551 6 46 I 4 J A1 R £k 28 ( ECAR ) FHZH M 420258 (OCR ), XL 2R il S 0 Aoy I A [ G R , 2 10 BB ¥k
Krill FGFR3 SR EK . 5R  miR-100-5p ik 5 NSCLC B35 AYME A AF % s BEZE R TC 5 (P > 0.05) |, 1 55 WA 58 e K
/N INM 5030 ik ELES A R AL AR BE A 9C (P < 0.05) . miR-100-5p 7E NSCLC 414U 4N Ik ik, 5% B4 AH LE, miR-100-5p
mimic 21X I & 3 0 2 A, B2 IS B 3 500 ARG  FLIR ) AR i ATP i & ECAR 355 4I%, OCR i 485
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i e, OCR BB (P <0.01) , miR-100-5p ¥ a] [ % FGFR3, L% YL pe-FGFR3 1] 336 % miR-100-5p 53 3% 35 % NSCLC i ff 1T
% AR A I ER (P <0.01) . #5188 miR-100-5p i@ it ¥ 7) FGFR3 il NSCLC 4 MiERS AR & FIbETREA o
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miR-100-5p inhibiting non-small cell lung cancer cell migration,invasion and glycolysis by targeting FGFR3

LI Xiao-jun' ,JIANG Juan® ,FENG Hong-gang’ ,FENG Li’, JIANG Ming’ (1. Department of Physical Examination, Xiangyang
First People’ s Hospital/ Affiliated Hospital of Hubei Medical College, Xiangyang Hubei 441002, China;2. Department of Cardiothoracic
Surgery , Xiangyang Central Hospital/Affiliated Hospital of Hubei University of Arts and Sciences, Xiangyang Hubei 441002 , China ;3. Depart-
ment of Oncology, Affiliated Hospital of Wuhan University of Science and Technology , Wuhan Hubei 430064 , China)

Abstract: Objective To investigate the effect and mechanism of miR-100-5p on migration, invasion and glycolysis of non-small cell
lung cancer (NSCLC) cells. Methods A total of 60 pairs of cancer tissues and adjacent tissues surgically resected from NSCLC patients
were collected, and the expression levels of miR-100-5p in tissues and cells were detected by RT-qPCR. miR-NC, miR-100-5p mimic,
miR-100-5p inhibitor, pc-NC,and pe-FGFR3 plasmids were transfected into H1650 cells respectively or jointly by Lipofectamine 2000. Cell
migration was detected by scratch assay; cell invasion was detected by Transwell assay; cell glucose uptake, lactate production, and ATP
content were detected by the correspongding kit ; extracellular acidification rate (ECAR) and cellular oxygen consumption rate ( OCR) were
detected by Seahorse XF glycolytic stress test kit and Seahorse XF cell mitochondrial stress test kit;targeting relationship was detected by
dual-luciferase assay;and FGFR3 protein expression level was detected by Western blot. Results miR-100-5p expression was not associated
with gender,age and pathological type of NSCLC patients (P >0.05) ,but it was associated with smoking history, tumor size, TNM stage,
lymph node metastasis and differentiation degree (P <0.05). miR-100-5p was low expressed in NSCLC tissues and cells. Compared with the
control group,the scratch closure rate was significantly decreased ,the number of invasion cells was significantly reduced,the glucose uptake,
lactate production, ATP content and the ECAR were significantly reduced,and the OCR was significantly increased in the miR-100-5p mimic
group (P <0.01),and the scratch closure rate was significantly increased, the number of invasion cells was significantly increased, the
glucose uptake, lactate production, ATP content and ECAR were significantly increased, and the OCR was significantly reduced in the
miR-100-5p inhibitor group (P < 0. 01). miR-100-5p selectively downregulated FGFR3. Co-transfection of pc-FGFR3 could reverse the
inhibitory effect of miR-100-5p overexpression on migration, invasion and glycolysis in NSCLC cells (P <0.01). Conclusion miR-100-5p
inhibits migration,invasion and glycolysis of lung cancer cells by targeting FGFR3.
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fififEe A b D B MR R 2 — . fAE
BB 20 J7 FET SRR R L KRB
AE/NH ML ARG ( non-small cell lung cancer, NSCLC) , 3
RRAE A K R TG 2 B8 XU i LA B XPIB T I AT )
S RV IR RAEAMEHIIBR b2 7 Bk RO 5 07
1] O U T RrEe itk e, (R NSCLC B35 1/ 5 4
HEAFRAU R 5% ~20% X582 KA E R A 5,
T A B R H A AR S A S e e, RO AE o o
PETF 8 240 B o ) 3 36 o I 1T A 2 LB R 1L
RIHFEHE Z AR LU A FLIR , X M L 5 AR R
JE R A A o DRI R I A
SRS AT TE AR . microRNA (miRNA ) 2 P Y59 9
b RNA , KA 22 DMEHBR . miRNA T 5mRNA
937 AEBIFEX (37 -UTR ) 2545 ok 1 BE R 3R ik, AT
i mRNA P15 Bl RS . miRNA 225 201 45
A 0 B O R IS el A S <R 0 S S
B, miR-100-5p 7 22 i hE 200 il vh 5 o 635, 76 11
BRAR MM B B4 R e B A 9 A
T AT AE B BRI R B A A )
FEANMIIE FE A Ao Ik miR-100 AJ G & NSCLC 3%
FIAS R PR 3R, Hol o % 53¢ 5 1 PLKL [ 2 36 411
il NSCLC fig2E K" {H 2 miR-100-5p %} NSCLC 4fiJifs
LS 2R AR TR 022 W) i ST AE , R, A F 9 2
BRST miR-100-5p X NSCLC 2 Jitl i #% | 1= 28 F 0 8%
il A S S A FBILAR

1 #M#57FE

1.1 ##

1.1. 1 FERF ZA A miR-NC |, miR-100-5p
mimic ,miR-100-5p inhibitor , pc-NC , pc-FGFR3 i %7 £
S RS | ) e A SRR YRR IR A R
I-4 1, Lipofectamine 2000 %% 4L iz{7| W [ i /b= 4
PIRHA RS 7] (45 : 11668019 ) , RPMI-1640 1 5%
A E#l RS AEYR A RAA (#H5:
C11875500BT) , fig 4 ifn & W B Jb 5t i B 3 Rt A B
o] (15 QS071) , 75 %5 R Ak A 2 WP e B At
TR L AR B A BR 28 | (4452 C0160-611) , miRcute
miRNA 43 B3] & F1 miRcute miRNA 25 —4% cDNA &
B & H AL KRR AW RHECA BRA A (5
DP501 . KR201) ,SYBR-Green PCR iR 7| & W H 3% 2%k
WA R BR A w] (L5 : RT0411-03 ) , Transwell
ANEW AL W R A YRR IR A A (5
254480 ) , ) 28 1k £ BB L £ 00 s 00 6 A L R ) 3k
Fa LW AT MAAa AR A RS A (5
3091336 .,3104233) ,ATP L €20 i 150 &l skl 3L

FFERH A PR W) (Hik45: K354-100) , BCA 371 £ 1
H PG4 R A W B A PR F) (465 : WB027 ) , Sea-
horse XF Al [ fiff 7 38500 31277 £ 1 Seahorse XF 24 ffd
ML NIRRT S B 36 F Seahorse 24 R (4it5
103325-100,103275-100 ) , BAR &8 48 16 9 B s 1 1) 1L
FHU R P FGFR3 SR I e BRI B it 3L
AR IR A FR S 7] (415 : ab36151 ,ab180906) , AL
GG ZR TR A o PRUAS I 37 20 0 19 A e i 30 A 4
ARABRA A (5 :T002) , FluorChem HD2 &A% 5
45l H 3 [E Proteinsimple 4\ 7], Seahorse XF-96 /311X
%) 3% [# Seahorse 2\ ] , ThermoFisherbrand A% 4: 4 i
B B EilE LA YRHCA R A .

L12 AN WEREMTS — AR 2016 4F
1 HZ 2018 4 12 H &2 10 NSCLC B4 F AR
RIS FIR S5 420 60 XF, Horp 58 47 5], 4 13 4],
GRS 3 ~T78 & h AR R 5T &L BBE T RET AR
ST ST LHADFINGTT o AR AT R e R
2R L UE T A ISR G 4 2 B A R 45

1.1.3  ZHffedsse IER N L K 4l BEAS-2B il
NSCLC # il Z& ( H1703, A549 , H1299  L.78 . PGCL3 ,
H1650) ¥ B _Eig R AAEYRHCA R AR, 7E37°C .
5% CO 40F T, I 4T 10% i 4 M3 . 100 U/mL
1) % 25 RN 4% 25 R OWUPT S W 1 RPMI-1640 1% 3% L rp

Bidk.
1.2 Fik
1.2.1 RT-qPCR #ill miR-100-5p {933k K/

miRcute miRNA 73851205 & MBI ) NSCLC 2 21 5%
K% 1Y 1E K il b K 20 Bt BEAS-2B il NSCLC i fifl &
(H1703 ,A549 'H1299 178 .PGCL3 . H1650) H1 $ Bt i
RNA , 35 miRcute miRNA 25 —4%% ¢cDNA & Bk 7
S miRNA 3355 5808 ¢DNA, LA cDNA S84, i
i+ SYBR Green PCR i& 37| & #F 17 RT-qPCR, 3 1£
CFX96 R % & miRNA (1) 32i57KF-. miR-100-5p 1}
HEFR 25444196 °C .10 5,55 °C .10 5,72 °C 90 5,35 M
B, U6 frifidl, il 274 ik, miR-100-5p I
W54 :5° -ATCATTAAACCCGTAGATCCGAA-3 ; R i}
3|¥):5° -AATGGTTGTTCTCCACACTCTCTC-3" , U6 |
5 ¥): 5 -CTCGCTTCGGCAGCACA-3 " ; U6 T i# 5]
#).5° -AACGCTTCACGAATTTGCGT-3" ,

1.2.2 Ziffieye  HOSEUH NSCLC H1650 2 4z
FftF 12 fLAR (1 x 10°/9L) , ik 2 85% filt 45 1f, AR 9
Lipofectamine 2000 1 B 45 # miR-NC ., miR-100-5p
mimic ,miR-100-5p inhibitor, pc-NC , pc-FGFR3 i i 43
I A Y A H1650 411, 43 4« X BE 41 . miR-NC
2H . miR-100-5p mimic 4. miR-100-5p inhibitor 2 .
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miR-100-5p mimic + pc-NC 2 \miR-100-5p mimic + pe-
FGFR3 4,
1.2.3  RRSCERAIANMITERE Rk 1.2.2 Wifk g
JE 1y NSCLC H1650 4 4% T 12 £LAR (1 x 10°/4L)
B S, /NS0 Sk 1 B AR AL R DR, AR S
PBS JEUE 2 K. 7E CO, R ECN 5% 37 CAE RIS
FrRA R SR 24 h 5 0 Tmage T PPAL 40 IIT RS RE
TR O h F124 h P EUR PRI % = (0 h iy
R - 24 h BAYRPPR L) /0 h ARIRTE AR x 100%
1.2.4  Transwell SCIRAG IR ZE ARG
PR Transwell /N2 b2 42 R4 1.2, 2 TN 5 4L J5 1)
NSCLC H1650 & i FIAS 5 I 1 35 57 2 , IF-7E Tran-
swell /N T E A MG 55 55, 55597 24 h J5, L
th Transwell /N2, {228 41 i ] 4% Z 5 W & 5E
0. 5% & 5 44 44, 30 min, FEAE WA T WL HT o
1.2.5 2 o 8 A A P00 0 7L BR A R ATP 5 5 A
3 53 R 2 W A0 B L € 00 i) LR I
N AN ATP B g 05 5] 6 0 B 4 46 000 4 e
PRI FLER AL U ATP & & % T AT I L
ok BN DL AEFL 1 500 4N 1 %5 B 2 FF T 96 FLAR
t, @t 2% BSA 1) 100 mL KRPH 2 g 11 i
H 40 min, [ 240 g 4k T 5 B VLECR S, BE RS A
10 mL 10 mmol/L 2-DG JF&E 40 20 min, X T-FLERAN
ATP 72 et 1 x 10°4i T 100 mlL ARz 3R 7] £ 42 A4t
RN 2 vpif A1 B ORI P P 70 35
1.2.6 40 PR 1k 3R (extracellular acidification rate,
ECAR) F1 40 g #E 48 2 ( cellular oxygen consumption
rate, OCR) /il ARk iR & U6 45, {1 Seahorse
XF 96 4l 13 15t 53 B A3 iff o 40 e ECAR F1 OCR, A
1 x10 */L ¥ 40 ffi £ 71 2| Seahorse XF 96 4 it 5% 75 1k
fLtkrh o FESATHEZN R 5, T ECAR, 7E48 & I
(] A AR RS A g AR ST B TR T 410 o) 791 55 3 3R RO T
fEAM ) 2-DG J3 3 E A B AL X T OCR AR IR T
SR ER AT P A B IR T 00 R0 X = g A ik
E Y2 i (p-trifluoromethoxycarbonyl cyanide phenyl-
hydrazone , FCCP) FIZ bL A 52 54 1 41 i) 571 #2010 ot
ARG Y MR8 R A(Rote/AA) , Kl
14 Seahorse XF-96 Wave #X {4 ik 17 3¥F fi, OCR L)
pmols/min {7~ ,ECAR Ll mpH/min IR,
1.2.7 XOCRMSERANE R UEAKE
XPECH ) H1650 4, Hefkh T 24 fLAh, 155724 b, 4R
J5¥ 1 mg PGL3- FGFR3-WT( FGFR3 ¥/ 71) 5, PGI3-
FGFR3-MUT(FGFR3 &7 1) A & miR-NC #% miR-100-
5p mimic I PRL-CMV JFoki e e A H1650 41, 43 A
miR-NC 41 miR-100-5p mimic 41 .pe-NC 41 . pe-FGFR3

4, #EYL 48 h 5, 24% H1650 4 15 min, % FHREEOE
FR BRI 2R GEi ' 2R AR X o
1.2.8 FREEPBIEKN FGFR3 B FRIEZKFE UL
£ 1.2.2 Wik Y5 ) NSCLC H1650 41 Jifl, F§ RIPA
SRR BURE EL AR)E H BCA 7 & E R B Ak
B o KR AL SDS-PAGE 43 B J5 , R > 5% i
PRS2 R A — 9 S B, 23 T T IBAR 28 0% v 4 1A
B2 he B IA KT R A S K U5 B B v B — P
(FGFR3 1: 800 .GAPDH 1:1 000) ,4 °C 3%, &
Jei , A g AR b S8 A W A 10 9 1L SRt o B v
THr(1:2000) iR B 1 b B e A SO0 TR
o LA GAPDH Sy PN 2, fii A 8¢ f4: Tmage-Pro plus 6.0
ST A IR AR KA R = B RE A Ot
JE{H/ NS 1 GAPDH Tt
1.3 %it¥7%

Bk H SPSS 19. 0 A7 4811244t , 1 B
2t shapiro-wilk Ky R ¥ G RIER A0, IS = hrifi 22
(x £5) FoRn, ZH AT RN ZE T7 22007, IR L3
i SNK K 3 s TR R L% (% ) 2%, R X #a
55 BItRifE @ =0. 05 (XUl) , P <0.05 K5 A4
-9

2 HR

2.1 NSCLC miR-100-5p %k 5156 R4 fE ey £ 4
1E NSCLC 1, miR-100-5p 235 55 14 51 | 4F % Fip
FREAITCIC (P >0.05) , 771 55 W AR s g R/ \TNM
I R R AR A G (P <0.05) , LR 1,
F1 NSCLC E#&HK miR-100-5p ik sk F 5 KGRI

KER[HI(%) ]

R miR-100-5p

A BRRHIE e i X P

PE5 Ui 38(80.5)  9(19.5)  0.186 0.667
ks 11(84.6)  2(15.4)

AR <60 % 17(85.0)  3(15.0)  0.013 0.975
=60 ¥ 32(80.0)  8(20.0)

W A sk ¥ 9(81.8) 2(18.2) 4.125 0.036
H 40(81.6)  9(18.4)

iy I <3 cem 21(77.8) 6(22.2) 5.724 0.015
=3 cm 28(84.8) 5(15.2)

TNM 434 I~1 31(79.5)  8(20.5)  8.643 0.004
i} 18(85.7)  3(14.3)

WKL o 28(80.0)  7(20.0) 10.266 0.001
H 21(84.0)  4(16.0)

Iy AR RE & 19(82.6)  4(17.4)  6.228 0.012
ik 30(81.1)  7(18.9)

R el N 21(80.8) 5(19.2)  0.196 0.905
L9 22(84.6)  4(15.4)
HoAth 6(75.0)  2(25.0)
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2.2 miR-100-5p mRNA £ NSCLC 2847 Fefm i, b1k ik

5595 55 41 414 [, NSCLC #H 41 v miR-100-5p
mRNAFKEBE T (P <0.01), WK la; 5IEH I |
FZ 2 i BEAS-2B # [, NSCLC 4 Jifs &2 H1703 . A549
H1299 178 .PGCI3 H1650 H miR-100-5p mRNA %3k
F NP <0.01), WLIE 1b, I H1650 41t i5 22 5%
59 5% B AH Lk, miR-NC 4] H1650 4ff jfd ' miR-
100-5p mRNA ik 6] B 725k, miR-100-5p mimic 2
H1650 4 fiti # miR-100-5p mRNA % ik & % [
(P <0.01), miR-100-5p inhibitor 41 H1650 4 jifg *p
miR-100-5p mRNA #iE B E FIH(P <0.01), £

Py, WK Le,
2.3 miR-100-5p #p%) NSCLC #n it # e i3 &

EXF REZH AR HE, miR-NC 41 Q) P 5 R A= 22 40
B HIGH 4L (P >0.05) ,miR-100-5p mimic 4] ¥|JE
MG R B EBA(P <0.01) , {22240 Ml 5 H 2% 8>
(P <0.01) ,miR-100-5p inhibitor Z1RIJE P4 2% 55 2545 15
(P <0.01) {72405 H B 5852 (P <0.01)  JLE 2,
2.4 miR-100-5p #p 4] NSCLC 2 fe 5 5% i

Ejxt BRZEAH b, miR-NC 4 H1650 2 i H i) 260 Bl 15
Wit FLR™ AR ATP &5 (ECAR OCR 7o) 2254k
(P >0.05) ,miR-100-5p mimic 2 H1650 4 Jifd 745 244

s 12p B 121 B 7r
% % X 6 *
.}5! _:!-— :}5! —1 iﬂ r =
® 09k R 09k ® st
: . .
~ ~ @ 4r
E06f A E 0.6F " E
a. o, # a 3
" w # w
S = # # S 2t
= 03r = 03F Il‘ |l| -
& & rr_l £ 1t
g g £ | | | I o
R 0 > 9 0 B
& @ F& TG S0 & e&% & O
&
& & ] S
& N
» &
<~‘& S
a:RT-qPCR #i NSCLC £8.4% ¥ miR-100-5p mRNA # % i% ;b: RT-qPCR 4] NSCLC %a % ¥ miR-100-5p mRNA ¢4 % i% ; c: RT-qPCR
Hriml 3% 4 & NSCLC  miR-100-5p mRNA ¢4k ik A 5B F4 548k, P <0.01;#: 5 BEAS2B 481, P <0.01; * : 5 af a4k,
P<0.01
1 miR-100-5p 7£ NSCLC 443148 f sy ik 7k £
St HRZH miR-NC4. miR-100-5p mimicZl  miR-100-5p inhibitorZH 100 - *
80
§
¥ 60
o
K40}
= \
520_
0
@, QQ v QQ‘)?&'
47)5 , O N &&’
g& TS @
250
*
200} —
I
#150F
<
F100F
- 50- ’l‘
0

a: XJR 5 B As ) 4 e

#F A% ( x100) ;b Transwell 5234 4w f Az 2 (45 &% x200) ;

* . 5t R bd P <0.01

E 2 miR-100-5p 3 NSCLC £RfsE B2
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PHCE PR 7 A L ATP 5 & K ECAR g & &K
(P<0.01),0CR % %% (P <0.01), miR-100-5p

inhibitorZf] H1650 4 ffd H 75 25 4 St O | LR 7= A &
1.8 1570 * 20
.
1.5F l
12} 1.0 1 b

@ 0.9H i:g
Iﬁ 0.6H ®osH
03H Ill
0 0

ATP &4 M ECAR i 4% (P <0.01) ,0CR g F4
k(P <0.01), VL& 3,

]

<
0.5H I_'LI
0

o &\ sQ/ o @% o X@%
P& RO &S
& & S &
= ]iG R
100 -=- miR-NC4.

= miR-100-5p mimicZH

= 80 =* miR-100-5p inhibitorZH.
£
= 60
=)
é’ 40
S
m 20
0 1 1 1 1 J
20 40 60 80 100
A} [E]/min @

® & F
\ %’ 3%’ 4@‘{&/&- \&\o' \
& @‘*‘&P & & @Q:
Rote/AA_._ o B2
-»- miR-NCZ

—+ miR-100-5p mimicZH
- miR-100-5p inhibitorZf.

OCR(pmol/min)

100

20 40 60 80
Fisf A1) /min ®

a: # FAERIBUL &M XA S H] B 4B b FLBR I XA & LA FUBR & R 5 ATP 3L &) 3K ) &40 ATP 8% ;d: Sea-

horse XF #% B4 g 7 35 m) 9%, 4% 7] &4 M) ECAR ;e:Seahorse XF 21 JfL 2% 454K B igom) 3% 9X, 7] &4 OCR
B3 miR-100-5p Xf NSCLC 4 ff ¥E B R it

2.5 miR-100-5p ¥z F 34 FGFR3

i# 33 Targetscan %X {4 7l M| /& ¥R, miR-100-5p 5
FGFR3A A #E 10 & &, £ 37 UTR X 7 1L 45 & 11 A
(&l 4a) ;38 1 WG 2 g & 3K, miR-100-5p 5 FGFR3-
WT S e i 2 AR T 9O6 R BEIG P (P <0.01), 1L
K 4b, 5 miR-NC ZHAH k., miR-100-5p mimic 2 FGFR3
HEHRBKFRE TR (P <0.01) , i8] miR-100-5p #
]~ FGFR3; 5 pe-NC 414 L., pe-FGFR3 4] FGFR3

x5t AR, P <0.01

A

HARBEE (P <0.01) KRG8, WK 4c,

2.6 miR-100-5p i@ it ¥e.& FGFR3 st NSCLC 4 iz it
% Az 2 e s B AT A HAE )

5 miR-100-5p mimic + pc-NC 2 H, 3%, miR-100-5p
mimic + pe-FGFR3 4] H1650 41 g Rl J5 A & 2R 4 25, 15
ZMME R 2, A R R PR A ATP
i M ECAR 55, OCR B EBAK, 2R HA 4
TR (P <0.01) , WA S,

miR-100-5p 3’ GUGUUCAAGCCUAG,Tllj(l}cljclz(lelA FGFR3 (8
FGFR3 3'UTR WT  5°...CUCAGAGACUGAAAUUACGGGUA... GCAPDH s — c—v—
FGFR3 3'UTR MUT  5°...CUCAGAGACUGAAAUAUGCCCAA.. B Ry B &
O B
® &e R
3 =3 miR-NC4L - F& S
s ®® miR-100-5p mimic4l 1.0 ¢ M
K%
E10l ﬂ}é 0.8
o =06
i Hﬂ{ 0.4
#& 0.5+ x *
e} 202 B
g I T
= 0 d\// NG W ";\’/
FGFR3 WT FGFR3 MUT >0 & L& 0O
® & F&E 8

a;Targetscan 3T M miR-100-5p &5 FGFR3 %
FGFR3 %& & & & KT

A ¥0,8 b Wk kK B 2 30 B 4E miR-100-5p &5 FGFR3 $eé % % ;c: & & ¥ i sk 4 ]
% 55 miR-NC 28488 ,P <0.01;#.: 15 pc-NC 204816 ,P <0.01

4 miR-100-5p 5 FGFR3 pyEE[E X &
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miR-100-5p mimic miR-100-5p mimic
+pc-NC4H +pc-FGFR34  go
z ; T

miR-100-5p mimic miR-100-5p mimic 150

Ry 260 +pc-NCZH +pc-FGFR34H o
Oh M ﬁ"?'” 2 S P %100
By - TTANN A
: i S ~, ./.',.' nie R Y =
— = NS gy SIS 5 50
Gy o gdr |
24h SR ol - "ﬁ.fﬁ"" ’ ol L .
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L &P e S SH o
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SEIRN L AR ©
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*
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€ o6 0.5 <
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~ 100 ‘ - miR-lOO-Sp mimic 200 ‘ - miR-100-5p mimic
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% . —- miR-100-5p inhibitor g - T‘R';ggﬁgé‘é‘h‘bm
L ) = pe- 4
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5 40} S
O 20 o 50t
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0

20 40 60 80 100
5 [E] /min @
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5 [E] /min
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Anatomy study on cutaneous nerves surrounding the ankle joint and its significance

WANG Hong-bin' , LI Feng-juan®, LIU Shuai' , ZHANG Hai-dong' , ZHANG Chun-ju', SUN Feng-gang' , DUN Ai-she’
(1. School of Basic Medical Science, Shandong First Medical University/Shandong Academy of Medical Sciences, Jinan Shandong 250000,
China;2. Department of Public Teaching, Shandong Liming Vocational College of Science and Technology, Taian Shandong 271000, China;
3. College of Stomatology ,Shandong First Medical University/Shandong Academy of Medical Sciences,Taian Shandong 271016, China)

Abstract: Objective To study the position and adjacent relationship of saphenous nerve ,superficial peroneal nerve and sural nerve around
the ankle joint,so as to provide anatomical basis for clinical cutaneous nerve block anesthesia around the ankle joint. Methods Totally 15
cadaver specimens for the experimental teaching of regional anatomy were used to observe the position and adjacent relationship of saphenous
nerve ,superficial peroneal nerve and sural nerve around the ankle joint. The flattening diameter of the nerve was measured and the distance
from the nerve to the medial and lateral malleolus cusps or to the edge of the Achilles tendon on the connecting line of the medial and lateral
malleolus cusps were measured. Results The saphenous nerve was located lateral to the great saphenous vein on the connecting line of the
highest point of the medial and lateral malleolus,with the flattening diameter of (0.342 £0.14) cm,and the distance to the medial malleolus
cusp was (1.857 £0.17) cm,and the distance to the lateral malleolus cusp was (6.838 £0.32) cm;the superficial peroneal nerve was located
on the connecting line of the highest point of the medial and lateral malleolus, with the flattening diameter of (0.264 +0.13) cm,and the
distance to the medial malleolus cusp was (5.334 £0.33) cm,and the distance to the lateral malleolus cusp was (4.244 £0.46) cm;the sural
nerve was around the ankle joint, located in the lateral malleolar sulcus lateral to the small saphenous vein, with the flattening diameter of

(0.250 £0.12) cm,and the distance to the Achilles tendon was (2.745 £0.21) cm,and the distance to the lateral malleolus cusp was
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