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Abstract: Treatment of pathological pain is still a remarkable therapeutic challenge due to poor response as well as
the side effects of drugs. Therefore, it is necessary to understand and study the neurobiological mechanism involved
in pathological pain, and to find new and more effective therapeutic strategies. Recent studies have shown that long
non-coding RNA (IncRNA) plays central roles in the regulation of nervous system development and function, and
may be closely related to pathological pain. However, the current research of IncRNA in pathological pain is still in
the exploratory stage. This article reviewed the research progress on IncRNA related with pathological pain to
provide new ideas for the research and treatment of pathological pain.
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1 IncRNAKEE#E RGP H{ERBR

1.1 IncRNARSE RS Y245

IncRNA K87 #& B RNA 5 & i 11 75 41 i %
W%, X2 IncRNA 53 FAEF R A HEAE
T R AL FRIC, BRI SR R 1 45 A TR R X
IncRNA [f) % 3& . R () — & /> IncRNA J5 3 T
BA RN, i, HH R 2 H RNA K&
I $EAT#E 5% . MIBCT mRNA, IncRNA FJ-F 23 5
BAG, H2EANNFREE RGN 2R R, AFEE
KB B AR A B BERAS DA AN [F] R 2H 2340
MREHE EEENZER Y, 5 mRNA UK &,
IncRNA #6355 BRI [RIFE 425 5" i g A 3" i
Jn R BN o F2 A B IneRNA 4+, A5
5 3" i AN A ployA 2 FEBR AL IncRNA f778 ¥,
AT IncRNA — AN G881 R AIE B 2 T8 B A ) 748
SEIEER . A IncRNA AU /03843 3E N\ 40 i
W, TR 22 20 IncRNA {75 SR 0 B3 7F 40 M A% 5k #6
R hREREERY Bk LR,
IncRNA JF 51| {1 £ <5 14 vy T 35k DR 21 rp 1 o Ak [X 3,
ERAE T 4 hs & A B R R 5 7 R K
IncRNA 75 & W5 2 [8] 77 51 AR AL A, (H 2
TE R S5 L DR E I FE AR~ . 5, IncRNA
WP A AE K 2 I 5 B2 G4 (transposable element, TE),
X4 TE H A 4EFF RNA 2% 45 1) &2 24 v A& e 1
BIFER . [RIE, TE £EAS[R] 04 F 2 18] 3= B2 AT A,
AyfFamkzERY, ik, 5% mRNA )%
[Rl PP B0 8 ot A Dh R ke 32 24 B AN A, IncRNA
F0 5 P RO 5 Th e T R T e AT = g b B
IncRNA =7 [A] 45 #4) (1] Z #FE P P € 7 A [ 1 IncRNA
o5 R E R B . DNA Ff1HLAth RNA 731
4s & 0r 5, I, IncRNA 4§ 2 — 2 45 /) ik 5
Mktk. 54k, A —/NEB4 IncRNA BA = FE £k
SPGB A% R OC il i A SR 1 (Malat]) % H
R 51 3' At 5 kb A2 A7 N RUFIE P ik 90%!M, i
ABAR ST X 5 A 7 (T-UCRs) /E A —35 IncRNA %3
TAEN R BRAVN R 18] B [ L 5 100%, 58
égﬁ [12]0

R4 25 DRI 25 A i Ak 1 67 B DA e 5 i i 1 i 2
ML R, — B0k IncRNAs 49 LA T 6 Fhzfesd 1,
(1) IE X (sense) IncRNAs : 55— bl £ (5
FEDRI R 15y LB 8L 58 4 B 5 (2) I X (antisense)

IncRNAs : 59wt 25 2 5 1) 5% s AR 40 B8 4 ELAD
(3) #& A 4 (intronic) IncRNAs : SR J§ T & K N & F
7 41 5 (4) WA (bidirectional) IncRNAs : 5 % 15 &
H 53 B R L AR R (R )5 301 AR =7 T A I (5)
FL K1) (intergenic) IncRNAs : SR ¥§ T 25 [ i 9w 5 3L
6] ) 355 DR 4HL 7 310, ST B 5% 5 (6) 3 9T RNA
(enhancer RNA, eRNA) : KI5 T 85 [ )5 g i 22 (A 1)
WA
1.2 IncRNAZEHZ RGP HER

IncRNA 2H 23 53 1 7 14 5 K 1o 2 300 5 i
=, K%140% i) IncRNA 73 715 K i vh iy e R 1A,
HAFEF i X 7 7E B E R REZER DY A
(1)K B B Bt DA SRS e M & o B L R, MR R
4 IncRNA [{ A B EIEIARARAL 1, IncRNA
FEAP L 22 48 () I 25 R 3 4 1 ) A R IA AR A FE R
IncRNA 7E# 4 22 G0 A 5 B R o R 45 B AR H .
EMZ ARG KE /M, IncRNA 25 7 MK G
T2 ) 2 I Re A 2 T A0 oAk, P B2 T R
b I R AL RGBS B, 1
Gh, MR RGERIThEE ] BT 2] idiZ AT A
A 28 [ S PR SR AR A R SRRV E R BN Ak
TR A S B, E N A P A S A A7 R A
B ThReREAl . FHorb, R EME R E R n] B
PEMIY) R 2ttt e IncRNA 7] DL B 22 1 777 8 () 28 i
A 3 DR R0 S e S fih mT R AH OC ) DG B B R R
TER, WM& R. b, FATE LR
fil s FE S, RAER P AT e U W,
IncRNA 7EMZ R 40K B A2 DR A5 b R 4 8E
BAEH, e RE IR LA SMERGER (B
TSR ) MR R R E VIR G,

2 IncRNASJRIEMERE

P — R A PR SR A e AR IR AT, A
AEAEBE SE PR B AE A B0 . E RN 5 &
PR o R R A ) P A T B PRARFAIE o
B A% HAR A AT 73 9 SOE MR . feh e B R
ARSI TR ERPEPOR R — R R, EEH
NRARRERIBIR, RFEHIGIT 9 mis T2
e L IR, O, O R AR
RV 5 Sish—TJr i, HATRIZYETT
FBORFIRIE AR SO, ™ 29 T IR 2.
PRIk, RN BRI T A PO R A 22 AR A L
i, SHCH I AT RO R R R T T BOR AT
PR SR B AL Rl F S0 A B 2 A . %5 T IncRNA 7Eff
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LRGP EEAEN, HAE AR ) AR 4
FFrb B4 FH BORGBR 52 219G
2.1 IncRNATERIBMERERHRIEFKA

R AR BRI, A T M Sl B A DR
A1 JE R AR 22 [X 35 IncRNA (IR IEH S RAT =2
(RRE e 1 R A2 o e ATTBE AT BE A SR I PR 12 Wi R i/ 1)
FRicd, o] ae i B RIS e IR T L A, JF
R JE SR IR SR A B Ty A . B SN R
B4 454 (spinal nerve ligation, SNL) A& 7Y A5 1) i
LR, R FANT (RNA-seq) A K
I 944 /> ncRNA 73[R A AE /D BUERLN ) L4 5
FR A 22 45 (dorsal root ganglia, DRG) & 4= T & # o4
Ag, Horh K# & IncRNA, 41 7 FiEATT
B4 25 A IneRNA 20 T8 2 P FFE, R
RS 771, WEFEN 51 R 3L SNL A5 AL /1N i
BHETS A XA 366 1 IncRNA 4> T ik Fif, 145
AN IncRNA 73 1 3RI5 F i ¢ 4 % 7 K IE ) IncRNA
515 493 % 5 RIA M mRNA 7 7@ A
RS M, HEN A 35 422 R RIS IncRNA
Gy A REIE I S Toll #3245 S IlEs . M5 55
T8 % DL & PPAR 15 F il B AH G L R () R B 2 5 1
295 BRI ) P T-UCRSs 1 — 25 <7
W IneRNA 701, 25 7 s A s Ja B R &
BRI Pl BN R RIS TR AR, SNL
o 28 9 B4 O /N B LS B B 8 X 380 T-UCRs
2R IE KA R A, Hr Rl B LS 651
T-UCRs 13 78 >, 1 N 50% L 45 23 A4~ B4,
B ARG B RN, X A2 AR ) T-UCRs
AI REiE 14 S2 0 5 Ephrin 32 4A 0% . W] £ NSF [}
¥ % H 52k (SNARE) 71 212 i & 42 1 19 AH ELAE
VLK Wt {5 58 B B AH G R R RIA RIE AL, 2
5T PR ELE R R K P
2.2 IncRNAZERIEEMAREHRER

BB mTE A R T R T s s A —
XK, EMERG R L 0wy A 4
380 O RDRE TR, I8 0 PR A 3 AR e v R A R E
FIfEH . H, Kcna2 (potassium voltage-gated channel
subfamily A member 2) % X 4m i i) Kv1.2 J& T 4h 1]
HE IR HE AR G F P — AR Zhao & P K
B Kena2 [R5 % — > L IncRNA {45, fEiFR
Kcna2-AS. AT, Kena2 78 KRR ZEH
DRG #1476 1 = % 1A, 1fi Kena2-AS X 7E 20% (1)
DRG M & uH iRk, YoMRAMERE, B
(1) e s DA - 8 FF £ 45 8 B 1 (myeloid zinc finger

protein 1, MZF1) 45 & 7F Kena2-AS F) A 2 1 X 15
%S H K FIiL, Kena2-AS £ 7% #1% F i Kena2
) mRNA FIE [ /KF, &Rk DRG #4084 B
FEACRME B HL AR B, X PR R . [RIINE, B TR I
it Rk Kena2-AS B a] 75 2 K BR HE 30 #4468 05 B 1k 9%
I T R (9 ok R IR . BH T Kena2-AS W AT A
R fiAE A 22 9 FEL PR O K R IR R ik AT . B R
Jii 1 22 (diabetic neuropathic pain, DNP) 2 ¥ & J
R WL I IR RORE, B AT i 28 P B A 1) S 2R
SER . ITAESRAF AT R I, IncRNA uc.48+ F1 IncRNA
NONRATT021972 7£ ¥ JR J5 £ 2 11375 [ DNP 45 7Y
KB DRG X 3R IE 7% m P2 459514
¥ & %t uc.48+ B NONRATT021972 ] siRNA J5 %)
A 3 TS PR A e O SR R e B gk
— B AAER, uc.d8+ siRNA A 5 2 11 i 4l bR g
2298 K B, DRG [X 38 3% 15 50 3 =1 (1) P2X3 3244 5
ilT NONRATT021972 siRNA M| & filiihl] 1 1k 5 4
15 1 P2X3 2 AR P2XT 244, MIMi/> T DRG [X
AR 98 40 i Rl —— IR PR FE R o (tumor necrosis
factor o, TNFa) IR, B 218 BTG YT HE R 1 22T
¥ i B2, SR TR OR, 5 SE [ IncRNA 43T
AT AEARIRTT N R 20 B PR T A 96 )T HE 55 o

3 FEERE

JE K E MW T B A AL
WEFC, SR, AR BB AR e 4 1) B FLIR PR
ST ORI AN AR . IncRNA [ 458 5 Thie B AT =i
ZREVERR AR, RN R G4 B L B
HEVER. SR, H AT IncRNA 7518 P4 20 v 1 f
FBAFAE e, 152G, IncRNA HIfR~F IR,
H AT IR FE K 22 B0 DR ST PR B i 1Y) IneRNA 79 1
The fERBIEAREIMR A, - KEEERK
BT IncRNA 737, EATH — A5 E NS
5% 3P 2 8] [FEPEAR AR ™0 iX 4 IncRNA 43
A — AT REAEAE T AR LY 18], BT A E]
ik R I RE R A R M RAT . AL, dn e x itk
JK IncRNA 77 [¥) 4% [8] 5 /4 R D BEREAT 47 2K A4
FRVETN, AT AT T E AN IR AN SR B R A
VR K LT REHR A& 7 E X Bk Lk, fidtk
A B E TR AT, BRI A A
LR L v 2 P AR A SR X 45 22 A X300 475 35 1A
BHREAN LA, RZTURIE Bk
Jo KD R S AR 5 S RS 2 H O B YA
XKy B TANHBACRT R EAL, B KN AT AR
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KHEIEAIRNAs: JHEMEAIR T S 5% 743

M ZA Xk, HAT, %% IncRNA 431759 B2 1
PEIR AR 2 B AR AR #H 4 DRG ATV HiE TS
A X 3k, TR R AR O B X 3 R K. T
IncRNA [1] 43 #ii F 315 B AT 20 230 57 1 v IR R AE
DRI, BT 5 2 A DG 19 HROX 4 22 [X 335 IncRNA 7
I L R R IA R AT 2. 5 LRI,
IncRNA (DI REBCNE %, I 5 EATM & 0% VIAH
KB TR XS B R R R E R RIB W
IncRNA 734 5€ I 40 B 5 A7, Wn7E4H MR A%
MR &, X SR AT S AT S B
BEENEH. B, IR 7 ERA &85
AR % R A, WA R R AR 25 4IRS
IncRNA 7 2 F& AR 5 (1 7 i b & i B,
995 L P B VAR 4 ) R AR R R R T A IncRNA
Z 5 H A A TE R . IncRNA 78 7297 15 2% 4F F A
MU FRIRE 7T, 0 A2 9 B P 9 AL BF 7 P — > 2
Ji Al

g2 L FTIA, EAR IncRNA 78975 B8 P 0s b 1 18
FARIHLEIBE FE M AL TR B I B, T H TR i 45
SRR A A H R M R P R E L R,
IncRNA 1] 58 1% Ay B A 70903 B A AL
RAT BETT B S B DN 55 B O A
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