* 120 -

d0i:10.3969/].issn.1006-9852.2023.02.007

| T T —6—

v [ R B 22 44 & Chinese Journal of Pain Medicine 2023, 29 (2)

(T
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 E Navi3 2w E|IHEME TR TA 2 —, B SCN3A X H4#, 7 K& % (tetrodotoxin,
TTX) HR%. Navl.3 3 b BLA Beatt g . Bt K8 o st iy K78 R AR 8 248 43 8 SR 30, B 4 4EE
AR A A B BB E R, RAME T LAY, EREEESNTARES
BpREEEEH. ARXAANavI3 WEXRTESH o E R Gl LR T AAEN, Bt
MARBBRMETFERE, S5 AERELEN KA. KX Navl3 55 o 20k 3 R A <
U HAT S, H LM Navl3 R AT ERBERAZ WX R, EFARETREZHA
¥ Navl.3 B ETlfE &R FRRESEAR T E RN RS, 247 Navl.3 783 207 B M 2R + 11

FAREHAE, It Navl.3 B b S0 88 5 0 7 bt

KR )RR E TA Navl3; #EREEER, 2R

T B A9 SRR M8 PR AR, DAL v RO R
TR S S I AR O R S T i i 2R
B0 L DR 1S 1 A A 5 o s BRI . SRR 19K
JHAE . MERIEYERR 2 AR A R G 2 PRI B4R
v B CHTBEPRIA  JhE . S5 ) Bl —182y
VIR ERIEA SRR, BAARRICR S . ik
RIEAE R Y, SRS AR PTR AR EUR. R
I'] 9% V£ 84 2 1 18 I8 (voltage-gated sodium channels,
VGSCs) R Ko FHEY, S5aE R
RIBE N S54EF, [FIREE H G B OB 1 248
VGSCs A + f A A 1 57 #4978 (Navl.1-Nav1.9
NavX) , HE(#F 7RI, Navl.3 Z 592514
A JE #2540 A 22 T THI R R, TR O B R AR R 4
Rk M rp ko HEAEH, BEE X Navl.3 #F 5T 1
H 25 R PL S — 2658 7] Nav1.3 259 HIF &, Navl.3
HERCAY Navl.7 Z JG 8 BRIEITHE . PRIER
T Navl.3 SH#Ep R MR EAHEER
X, At Navl.3 25 ¢ 200 3 AR 1 A A1
FEILIRIFEAT LR IR TR o

—. Navl.3 g5t pAn 54 B

VGSCs /2 5 i i IS K R, 1 — > o 7 2
=SB B WAL, o WAZ 2000 4
KL TR AL B BUALIK, A4 B DY AN AN 8] 1) (5] 95 45 74
1 (D1-D4), AN [F] U8 45 F 45k v 7S A 5 1 0 e 20

B (S)-S), HLHAR B S, 2 S, ARk, FLAEHR
B Ssv P A Sg 2Rk, A7 T4 B i 121 2 11 S-S 18 Jié
HERREEN MR (WE D, TERZHHEM
Y1 e R B BT S AR FRLA R AR AR B B e e AT TRL = Fh
REFLE: BERES CGRIERMD « BusiRES (8
BT PLERIEIRZS CRIE R 45 /38 T A TV 1)
SRR N AN IEE FT T S L= R a4 & 5
BREEALI A DA S I RIE) o VGSCs FK %
HE—ANILE P RAA ST, (AEAAFE 2
BRI 5, ARIEEAIWINEE R B 7545 1 BT K
# &K (tetrodotoxin, TTX) BUENE AR 43 9 2 Fh I
A4, 411 Navl.3 Al Navl.7 (TTX-S). Navl.8 fil Nav1.9
(TTX-R) Az NavX (FREBUR) o X LEAN[R] 1) B8 il
HAMBIR S T aere v, EA RN ardn s
A (W, PIRFIRRE N g iR ss) F e s Fif
SEMERAL, WAEA T A 40 A DMK FRIA
Navl1.3 (IIT %Y 5§, SCN3A 4 i i& ) J& VGSCs
i — AR, B SCN3A LK A, frT 2 5%
Ak (2q24.3) SCN2A F1 SLC38A11 2[RI K |,
‘B5 SCN2A ML, W/ MEEF{UAHER 40 kb, SCN3A
FHRAK 120 kb, & 31 MR F. Navl3 ) a W
FLAEM BT — N NIBTE R K 4 M ESR (DI-IV),
AEELEEMIEH 6 NMEEIREL (S)-Se) ik, Hrs
NI BOR BRI, A — AN IR, AR e—
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Extracellular

Intracellular

1 Navl3 SRR A (% H 30D

* 121 -

P1333L

E1900G

a-subunit

Navl.3 i F4uffE £, d 4 MAERIEVES KL (-1V) 4. BARES D 6 MEEIEIE (S, £ S 4k.
B R AR IR (VS) B1 S, & S, 41k, FLEEEL (PM) i1 Siv Po Sg AHl. BSRIRKAETE o TR — B4 25 5747,

X RAR 2 P B I -

A 24 R, HEI A H X B SR BRAE B 8 AN B K
A5 LR N - BCBE Y HL I AT R A F e A% RS X
B, WREAE EMALIS 425, MM 51 #E Navl.3 1)
R WHREY], EEAGE S, X IEd
far, HARRR KA A, Gl EEIER R, =
FUBEF, BT, AR T s
TIEE RS TR TV g5 s A ()4 X 5l iE
WIEREESE &, BHASINES Fish, (iR 05 .
AH LT HAD A EIE Y, Navl.3 FAJHURE I A B
Phe PRIBBOE . PO I A PUE B RIS E
TEAFZM T, Navl.3 VPR T1EM &SI 2k
Jei A ob 2 TR S B R ™), L AT E et = A
ARERIETE T 1 O MR RO K S I 4 R A
H, QTR R WA RIEOE, IF = R RN
HLL; ORME TGN, RERE IR BT i
BRI, FEURH BB PR, X LR R T A
BN, Navl.3 BA AR Pud SR 1 TTX BUEin
A, 12 FRIR SOV BRI DASE e ARSI
Nav1.3 7E5) PR fE S E A= 5 B R i 22
JCH IR, 1B Nav1.3 5 R AG 91 ) 40 e 36 48
I SRR P I T S AR B VA oG, EAE AR N R
e B K v B I HR AR A 7K SF 1) SCN3A 1,
Nav1.3 tHAE G2 A FEVER, XNy E 41 i
HAL MA@ E A A S U 2 B A
Ko Navl.3 FESAMIERIES XM WHE T, F
BEY AR T0. HHRAZTT (dorsal root ganglion,
DRG) C-fiber KM IHERRREM £ 70 S = XL/ =X
FHZTY (trigeminal ganglion, TG) C Ali#Ze s 7,
Nav1.3 fE NGz ik 9 H R A FEARRE

B, VR M R 4R S SCN3A EEAHR,
Wy kb 52 i & B AN K (focal cortical dysplasia, FCD)
FEIIR AR IR 2 —,  BF 783 %699 & FCDIIb 4%
AR XA, K Navl.3 EEKF LR, HIEE
SrAiifE FCDIIb A8 A4 & oo rp 1, 150 Navl.3
Z 5 I R . 7 R O R N AR T 2 6
fh SCN3A 4 X 28 4F (K354Q. R357Q. D766N.
EI1111K. M1323V " A1 K247P M), 784 5
PR VI R R B 2 Bl AR (N302S FTR621C 1D,
LA 25 B SCN3A 28 S i s v] 3 B A I R 3=
RARAEREEE IR . 540, Navl.3 8255055
% 2% % It v IR 2% FRVRE B o M SR I S5 AH DG L )
T Navl.3 76289 B PO A 4
1. Nav1.3 7E 3545175 & 4 298 B P h 11
(1) Navl.3 7EMPZ55 Bk ZOR b ik 281k,
1 F # 4 31 15 (spinal nerve ligation, SNL)+
3 M AL i i 28 K 38 $2 4% (chronic constriction injury,
CCI). HHE#H115 (spinal cord injury, SCI) & F ARG
B LT & (osteoarthritis, OA) # % 1, DRG B{
BHETY A Navl.3 ki B9, Ak 322 5 32
i% B ME #5005 (sciatic nerve injury, SNI) Bl Ak B i £
A AR, BG40 Navl.3 () mRNA L
U, SNT A TTX-S HL It %5 B 6 W S5 1) 5 i,
HEW Nav1.3 FE B INHHE T 2404 o0 b HAh i
TTX-S A B9/, HH i) SNT J S T8
5 OUAT X AL R BR Navl.3 ZE[FJ5, CCI /DR
{0 ¥4 i 75 R TR DAL I S 0 S 3 s U7, ST
S SCI K B IR S 3 2 0 B W S ke . = S qof
2294 (trigeminal neuralgia, TN) N —F i 4 & 6 75
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05, HOROE I F BE A R I T AR, 7 TN s &
W, R SZ RS )RR ZH 2 n] DA %2 3 Navl.3 &
ERE BT, IE NS R84 (infraorbital
nerve chronic constriction injury, ION-CCI) B¢ Y4t %
771538 B TN R A2 IFHE R #4122 81 TG H Navl.3 &
LW, MG E, /NE1% DRG M4
JCH ) Navl.3 ik Bl . e Bt iiiia sher 4k
L, JE#R A W7 (Ls ventral root transection, L;-VRT) 1,
K IE/ TR 545 5 30 DRG W12 856 #4145 76 Nav1.3 [
FIE E0 I B, K24 DRG #1465 Navl 3
IR RE S AR Z I ANPPE T E R A K.

(2) Navl.3 fEM &R BRI NG S

MicroRNAs (miRNAs) 1 A i 5 5 K 32 18 1) &
BR T, #UA4E A A Navl.3 3818 40 i 3L K] SCN3A
[ 3'UTR, 25 Navl.3 ¥ F G R IE B . N
7 miR-96 3 71 /miR-212-3P 3 71 *)/miR-
384-5p W ah 7 Y B AW H CCT K B Ly~L; DRG
A HE TS A Navl.3 ik, 35110 22 i #4545 5
FEC IR D . A PN B K B 3R A miR-183 11
1897 7500 /miR-30b B 2h 7 7 R N R
K KF o (transforming growth factor o, TGFa). 77
CCL2/CCR2 Hli 3041 SNL/OA K B o KX A1 41 J& o )
Nav1.3 FKIE TSI 0 E. miR-214 8 i 1 m) 4 i)
A BETY A1 Navl.3 9 3'UTR #ik "7, %59 SCI 3] &
HIPRZ R BT o VR T fiF miRNAs 17 Navl1.3
SRV AR 2 40149 51 S R o e B R AR AL, AT ER
% Navl.3 @373 F miRNAs 14 Z0H 7%

Navl.3 7£ TN KA 2 57 4 B AL shE AL,
75 A RE R R S A IL-6 Bk S, TG M
ION H ) Nav1.3 fIE&iE R ®, #27K% IL-6 Al fE S
5005 Navl.3 BB RIA, $2 & 90 i X otk
F s, I8 R B R R R AR, PR A
et B, TR AR HE TR fh 8 X 3 N FH — Feb AN 335 L 1)
VU 2% F| % K K AT AE W QX-314, 7] & ZE ] TG
Navl.3 315, Mk TON-CCI 5 #f £ 5 3 1
PEIR . PRI St 4 B KR TG 48 e AR U 41 i
A JE Tl 54540 1) 45 3 R Navl.3 RI8 B, 457
2 4 K K F (nerve growth factor, NGF) A] DL [H ¥
Navl.3 1 Fif, XA RERZME ATF3 [a) 41 B k% K # 47
. (HEFERM, Navl3 fEEFRE TG #14T
R, fEMalIbE FIE D, BREREEE
FH 2 IABAL I 7205 Navl.3 Thag BT Lot 27,
{HATHEMAS R 0 Fh i@ 1E Rk H & A, 7
WASE], Ul Nav BB o W HA A BTk FIL,
H B FEA7 ELA AN IEIE R A I Thae Candg g
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(B PRI S S R 3 1 R R s Al R R
IR o MG S Navl.3 Rk L, @i
Nap3 Wi S E M TN, REANE LT
A e H AT TN B9 FA: B2 MU 1 R 72 4 T R
Nav1.3 iFRKIE A TN ) —F s TE 7 7 T4

Black %5 PV [ i 72 R B, {E JE AR NGF 1)
Z M T B AR 95/ NE 42 DRG #1476,  Day7/Dayl
Nav1.3 mRNA 18 i, NGF % & 2 B B Navl.3
) . BN TR TR A 2 R R T (glial cell
line-derived neurotrophic factor, GDNF) ¥f J7 J5 1¥f #%
SNL 7 A4 1) 98 e i 8, 987> 7 Ls DRG H Navl.3
(22 T I 1) SR B A 8 T S RO ARSI TG
DRG ¥ £ZF] GDNF M1 NGF %} Nav1.3 #35/K 1
SPATVERT, T R BE O 4 R S R D) W AR T
Nav1.3 mRNA 81, 554 =4 R o 52 Y,
o228 37 IR AT LA S R TR R 4 3 ke U T
DRG #1287 i LR M, TR b b 2 45345 5 B e 0 1)
ATV AT DL A 28 9% IR T B = R AR, SR
IX 1 PR 7 hf 4 5 SRR R R 2 T 1) IE R T g RS B A
F o T340 88 P v G NF-xB 4041 700 I 6 v — B AR &
FEHREL (pyrrolidine dithiocarbamate, PDTC) 7] LAl
# Le-VRT K& Navl.3 &L ®. 4k K& DRG
i 22 50 A B FH #2898 38 BE IRl T (rat recombinant
tumor necrosis factor-alpha, rrTNFou) B 24 1141 o 5% &
Navl.3 fIFRIE, FHET TNF-o 115 5 5T NF«B.
p38MAPK/INK £x #1141 DRG ## £ 7t 7 Nav1.3 {1 %
k5 45T rrlL-10 7] LA rrTNFo 55 1) Navl.3
£ DRG # £t ) L B, B4k DRG 148 J6 %
#iPE. Chen %5 PV U HF 50 % W], TNF-a 3 Na™ Hi
T AN AR LA P AR, 0 e 4 5 15 sh A A AR e
TNF-a [{) & B TNF-a 3244 1 ¥ 1k Navl.3
(i, 3RAH TNF-o 524K 1 7] R IE I 3 58 57 A 45
JCH I EYE VGSCs 33 Ay Ve #PE . 7 SNL 4%
Rk, 33 3008 R S A4S T R T C (protein
kinase C, PKC) 7F 21 Jifg J5i 45 #y 3k T-11 3821 1 LR A7
MUBERRALAE Nav1.3 I8 £ WAk i g2, HEiEE
B#fI%, DRG Jfi bt 52 1A%t — Z 51 Fe AR AT 4 1 U
55 P4, B Nav1.3 {3818 Dh g2 PKC (135 18 %
DRG & CHEIE N . BILTTR1, #H& 4545 )i =0
BT 8 20 B D) 138 /A2 22 I A Y 45 5 2%
ek e it Navl.3 (3814, 17 DRG #1400 Ay
P, 5 S B PR 1 R A

{ELR 4 5 DR i [ 09T 7 &5 SR AN S FF Nav1.3 78
205 FIE R R PR ELBEROAE T, G Navl.3 3
i 55 /0N BSUAE B A 4 R BT (sciatic nerve transection,
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SNT) U/SNL B 5 H B FE A FIATUAR I S 8 P
XL i BRI AR T JE S R, AT L
FRAED, R A o T AR E CR
. Ranvier 11 555 , FFHAFRMBE TR, A
FEAN ] 1) A B A 358 v 4 i o 28 0 D4 B PR R AL 22 b ik
P LA [F) B a1 R 2 5 TR 4 5 o
Z A R AN R RAAELE R W BIBOE BIE, Afi7E
T P R 7 T R IEAVE L, 55 TR 4R 28 B AR 4200
BN 26 AT N BAEAS R R s R, R RS
PT35S A AT BB AN [ 11
0 Nav1.3 76 H A ORFERIVE R HLEIAH

(3) Navl.3 7EHH £ BEPEZOR H F BS540 1k

SNL 5 3 [d ] L,/L, DRG # 4 7t & Navl.3 %
N, 51k TTX-S M i b B, (B LyL,
DRG #1470 £ %4 TTX-R B, Navl.3 £ik Fif
FIT 72 A v PR A L BT R R T A R
TG, (RS /N AN, 38 88 p38 MAPK
HIBEER b R AE M B E PR oo rh, W
5 1) P 0B 5 18 0 R R A4 R e A A A )R RS T
& T Nav1.3 3 [ ) 55 35 % 3%k i 5K 5 S5 12 30 1
B A7 7% 42, Navl.3 78 DRG #1287t b 4 35 5 i 117
HAIAE, Navl.3 B3R5 0] G R EBUNE F W o
FEER M A TCR T I RE S R A (iR i
PR S R A RN ), AT
SEE BRI G KA. EEBEI KR
B s, ICFEBIRFSL IR R, S
XL Navl.3 £k ik —2 ™, Navl.3 %t
NS PRI AR SR B N, FLAZSONE E RE
RS — S ORI T e 1 R 4, R R AR
FRUAPIRAS IR T IR 32 5 R bk
WA G L2 N RS IR DS, AW RLR
K354Q Nav1.3 i AH o< 248 B Bom H -5 5 R4 ik
AHIEME, XSS A R TN FIENN 7R AR
H, BEEE P RGN S B Na ' -Ca™ 2 B g I ThRE S
A Ca™ AR AT HE NI, 2 0 [l fh 42 rp
f) Navl.3 i FkE F)F Na" 1 Ca™ #EN, M FEL
TR R AR . FhZR Y)W KR DRG 1 Navl.3
RiLTHE Y, ARG Navl.3 78 Z I ERAAH4 T
HHE R, AR ZENS RGN TTX-R IR AR N
PO K5 1) TTX-S HLL, XAl L I % A8 v] B T 2
AN BB 5 R AR B R, 4 Navl.3
%5 DRG #1470 TTX-S HUR I PuE HE 9 E 5.

TEAN A& 4545 KR ', Navl.3 7E DRG #] 4%
RAEAAE T A E R4 0 LK B IR S Ak
fil] #% (ventral posterolateral, VPL) f# £& JG ¥) % ik I

* 123 -

A B, Hains %5 B () BF 52 B[R % BIL7E SCT A2 2
Hh, BRET AR M4 s, VPL K B R S P9
¥ (ventral posteromedial thalamic nucleus, VPM) £
JC 1 Nav1.3 8 ) Rk 575 . i sk 507 il 5% 2
7 SCI AR A fr 28 70 1 R PRI IG I, [R5 4
BRI = R N BN 45 TR IA) Navl.3 [ e 3L
FEEATR (oligodeoxynucleotides, ODNs) 1J #jii]
BHET A A RN AR T Navl.3 fUERIE, ki Jlds
270 3 R MIMRNMG FE G S, B3 R
TR OIS i e D= AT e DAY R G EAE AT )
DLREIR B 537 I AR AR 3 3] e ol b, IX eepg
AL R AR T AR e AR . iR
W7~ Navl.3 7] LURE HLAE 5 AP AR 3 2 s
FX, HEINFRIA Navl.3 Fgn e, S Sste s
P AR AN e B A

2. Nav1.3 7E TBI ¥ K4 283 B 9 v i) 1

K i 52 ) 7™ 5 IR 2 45 a0 O 4 P i A 4
(traumatic brain injury, TBI), ik I & JR M. 40
P B3 1 7K i B 9 RE S RAFNREAR, 51 R HRX g PR &
Feskd, A WFFRERY Navl.3 RIAE 5 TBI 1
FEEFEE RPIEM S P, F TBI L, ZHhs
RGN EM G SE, B9 1 5 JoT A T ph 42 7t
4 B b Navl.3 23 EFF, {23 Na's CI Rk
W, PR KA ANRAET, [FIR RS KR
P TEIZE4E, ] circRNA_009194/miR-145-3p/Spl
15 5 30 B B 1R O T Navl.3 B i) g Ak b 4 4
R, JEH SR RORE AR R A, WA T RE T
I A0 B AR I G, A BE A 12 PR R I LB R
RAE. HRTEAA S TBI )5 #4141 Navl.3
FILARHI A Tt fg, HHEDN TBI 53 i b 22
JGH Nav1.3 KR 5 EAHE S, 1& R 4 ot ,
W R e B T SR I R R .

3. Navl.3 fEARITIZ SWE IR 75 A A 4805 B
PRI E H

HPRIEIZ JG 400 (postherpetic neuralgia, PHN)
N2 I8 PR R 2299548 (painful diabetic neuropathy,
PND) &4t FYuE N2 K. B 5] PHN M
PND £ 5| A 88 108 R 475 38 18 7 6 21 il i3 7 R AR B
B il %, PHN 25| DRG #1476 Navl.3 &ik
R, T BRI % P AR A T R E I, A
PRk, PND 5 DRG ' Navl.3 & RIE R
FH3m, HAES TR b A E BB & o i
o b B KT R 22 0 R 20 B, TNF-a.
IL-1B+ NF-kB ik Jt &, #i% Navl.3, DRG {5 F
JERSZ PR TUIR DS A VERS N . 8 P Y S A 2 IR A O3
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7 AAV2/5-shRNA-Nav1.3. JE ki 51857 5 miR-
214-3p " 5 i % DRG ' Nav1.3 ¥ja] %] DRG H
Nav1l.3 mRNA [JRIE, &Mk i HENR 1A & (strepto-
zotocin, STZ) 5 (14 20 M s b 5717 97 -

4. Nav1.3 75 oA #2091

H MG AR BT AR O S B0 A Bl &8 4
A PRI AN IR T R, 764 2080 12 M A SR
N RS ch, Navl.3 A3l 85 (1 /F3 78 32 4
R R AW A BRI R A, TG B B 2
ZILIIRTE, B (A7 /R Navl.3 £ 160 58,
5 7% Nav1.3 7 Bl 10 08 1 A0 M2 72/ R
PRI, Navl3 EEARRAE R ZELL, HIE
AP 2 TC I AR Navl .3 mRNA %Kik FiE ™,
LRI N Navl.3 [ 575 RIA 1T fe S 89~k
H RSB AL

=, Navl.3 IR 259 rIH Fi it e

VU, B =R R iR Y A gl i T P
7 7] Bt hNav1.3 £ HEK293 4H il h %k, S5
0% S Navl.3 HLUR I HLU R AR R A i A, 7]
] DRG #28 Jid JE Xt SRR o AT N, (H
T A T T PE ) R Z Ok P . 7R R HERE R B
u-“F 2 8 % (u-conotoxin BUIIIB, p-BUIIIB) & —
Rk, 1XFhEE R AENS A RUBH T Navl.3 ™, 4
u-BUIIIB 1) N- K Bify ZE {1 12 Bk 20 BR 28 K /N 22 57
Al R BT 4% Navl.3. Bmk-AS 5& —Fh K BE 22
BEPEZ L, BT R R AL 4 JIH] Navl.3 (1)
W& L3R, FEUE Navl.3 383 1 A& FIFRCIRES, 2

— Direction  + Positive regulation - Negative regulation

B2 Navl.3 7EEEARGAG . QM5 AR PR 51 S 54 893 R 14 2 v A
XL T 5] Navl.3 mRNA Ffl&E A UK TR, H BT P g fe e 2 FEME &R . MicroRNA. #H14E
AT RIEHE T PR T NF-kB. P38MAPK. JNK. PKC % [H T 1] A& Navl.3 fEH [ o & .

v [ R B 22 44 & Chinese Journal of Pain Medicine 2023, 29 (2)

(T

AR WOG, ISR RIS O PR 2 s R ok v
A BB AR IVE FE /A8 R AR A P30T AR 2 45 1 i A
e R Eh) ", 53 A (bulleyaconitine A, BLA)
Je NE SR AR R s AE B, BLA 24k
K7 55 %% Navl.3 |- DI A1 DII () P ¥F F1 S, 02 i &% %5
B, 4563 mEORST I gl , BLA Gl 4T T i)
PG TN Z RS, PHES TIEE, SEEEA
TR, BRARARSIT R AR @7 SR AL i g
FOR P PR < 5 46 LA JEE JR S RN ) 5 F R AR AR 3 1T &5
A RANH Navl.3, SIS K30 1] 280 AN i 1k
YIS PERI L Nav #2 fik . 1CA-121431 @i 5
Nav1.3 Z5 K43 4 A (1) o A5 Jk s B 1 S1510/R1511/
E1599 SRR IE KA EAER, 51 KWt
AR, %) HEK-293/RIN-14B 41 it #2582
K F) Navl.3 ™, X6 2k B Nav1.3 4438 i BH i
FIATREAREE A MER T BRI Navl.3 &5 1] LA
VE RS IR IRTT I 208 1

My, Bgh5y

KRS T Navl.3 5002805 B & 1)
ot . Navl.3 /8 VGSCs FIER 2 —, R 5T
Navl.3 TEM R B2 R . RIE L 4EREIIER
ML B B . R E & E . Navl.3
AT LAF= AR 2 B R RV RS, JE I 2 R 5
YN, G Navl.3 HE 5 1IZZ%EIA, miRNA.
Y Hf 9 1 R B pi 2 R T S B A TG D Ay
PEFNSE R R TBCR,  $0H 4 2 98RE [N 5] K T B
PEYEIE (LB 2) o BFFL K I Navl.3 76 9 55

miR-96/miR-212-3p/miR-384-5p

:" @ ION-CCI \I
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T 51 Ji i B /) 200 PRI A A B R AR R A AR Ak,
M Nav1.3 Al e 58 AH . 1+ Navl.3 JHis 1) 25
MiE AL, BTSRRI RN, e
Navl.3 #17). HEH 87 &K 3R & — oy iE s
BHA R T REAE A MMER T A Onl@Ed b &9
AT AU R R AT PR K e A, T e S
Navl.3 1EFAL S @XTLA Pt AT B $E mig e 1)
R O A Navl.3 Frf 2 & 00 kAT
B RS KIARNT, @B THE 2520t T AL 2 A

ARAIHLE] . H ATERR Nav1.3 764 25 2 % 0
R TEAT RAN TR 4, — 6 F S (P Lo 01 i) RELATS 75 B
Z WIS REAT BIE . H A BF 7 R W HE 9] Navl.3
BT IR AT RE A — MR AT I T &, ﬁﬂ$T¥Eﬁﬂ§§§E
SCN3A ' 7 H PRI 7 i DA SR A Fi i 45t AT e e L 1)
TRIT P BRI PR 0 OB R, EbﬁﬁjbﬂBa?ﬂiéi
AT 5 AT A3 258 o
HBFRFR: AEHFARAILF B R

2 % X W
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