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TRPV1 75 P R 995 Ji] B A 22995 A A IR AT 78 00 fe
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(7 BRI R R R B AR, g 200040)

W E 4k, HERJE (diabetes mellitus, DM) B £ £ REE W AE EF, FH DM & RHEH %
AE B & 4 80E . JRMEAE RO B B 2% & (painful diabetic peripheral neuropathy, PDPN) 52 DM #y —f
WL KIE, HARHLH A, B 2R e{r & F 8 A 1 (transient receptor potential vanilloid 1,
TRPV]) & —METEEEE, S5/ MFURERNRGETET. BRRZOGFREA, TRPVI
FEPDPN Yk A REEEMA. RAXERT TRPVI #E W AH 4k, &4 7 TRPVI i#3# 7% PDPN
I PEF, 4 PDPN MiBIT 34 7 ¥ &

kiR TRPVI 3, RMEHERR A B AR R, MlE; BTEA

Research progress of TRPV1 in painful diabetic peripheral neuropathy *

LIU Jing-yuan, SUN Jun-long, ZHENG Yong-jun *
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Abstract In recent years, the globe prevalence of diabetes mellitus (DM) has increased dramatically, accompanied
by a high incidence of DM-specific complications. Painful diabetic peripheral neuropathy (PDPN) is a common
complication of DM, and its pathogenesis is unknown. Transient receptor potential vanilloid 1 (TRPV1) is an ion
channel protein involved in signal transduction by thermal and chemical stimuli. More and more studies have

shown that TRPV 1 plays an important role in the occurrence of PDPN. This article reviews the physiological functions
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of TRPV1 and summarizes its role in PDPN, providing new ideas for the treatment of PDPN.

Keywords TRPV1 channel; Painful diabetic peripheral neuropathy; mechanism; therapeutic target

B JR 5 (diabetes mellitus, DM) & — Ff ¥ U, 1)
EYEARUI P, AR, DM IR R AL FE
WK B, H AT R4 % 4.15 12 N & DM,
it 2 2045 KN F] 6.29 12 N Mo fn K
Hil AR, DM WA AT K &N EFEE IRR B . Bl K
T I BT A8 B R i L ok £ 0 AR A TN I — R B
HRAE. HpmAamEen™ERIFRIEZ—, &
W 72 E0 DM BN, 29 13 B9 N IR 23 K i Rl
Zop3 BRVE VIR o R T PR 03 ] B 22 A8 (painful
diabetic peripheral neuropathy, PDPN) J& ¥ JX 7 5
DRI RREZ —, 20 1/3 L BIBEIR N 2 9F
& PDPN, ™8 g0 NI IR AR vE, HILA 2459
WBITRCRAE Y PDPN EZRAETE I Rz, 5
PR ST RR BRI, 8 MR R BT 4G
I AT fig K JE B BR AN T H. RE PDPN XHE AL
T TR R T R A A R, (B H AR 1™
R A2 B A1, B AR S MR (RIE 97 T ok IGT

PDPN, H 300 i 2098 B P (136 97 77 SRR A
PR o G PR b o] e 28 3 B PR 3 2R FH R 2K 24547)
UKL . =R RGTMAR 25 A AR AR BT R 2555 254
BT, R BORE T AR, Hi =z, 55
FIURZ AR .

fi ] JE 57 4% B3/, (transient receptor potential, TRP)
HIE H— RYARE R TIEE AN, M2
BEfS 54 Filil, w2 5%i18 Ca's Na'v K' 1l Mg”
SR, AERCOE R 22 RO B 40 B A B 2 rh AR
FHEEEH . WA TRP EIEE KA 28 I
o, NN 27 A, A HATRIENE > 6 MR,
% i TRP I IE N FEHE DR kB /2 E0VF 2 1A% VR
R DR By AR TRP JEIE (ER A4 0 RIE,
HZHAEPAEBEERE. 1)U HERE NS R
B TRP 338 A5 1 F s AR, (230 T DM
A BRSBTS I SR it Fe e, IR Hox T
TRP i#iEZ 5 1) PDPN R B8 A .
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Wik If 52 4 FEL AL Ay BE R WP &Y 1 (transient receptor
potential vanilloid 1, TRPV1) A TRP #8 5% Ji&k o 1) —
P FIRIEE A, | ZRETEBEME RGAHX
ARG H, TRPVI IEIE &2 5 — AN i 2w BE 1)
TRP J&#iE, s H it 7 BCORR AN K TRP EIE 2 —.
TRPVI HIE S5 HJR L8, J+HIEZRMEmH
BRI R AEME R REEEH, HEBRNR
J7 PDPN FHT#E &5, — 24Xt TRPVI i i 8105
Y CAEIm IR . AR 45 T TRPVI 7E PDPN
R AT BEN L LL S Hox PDPN VAT IR Fe kg
4 PDPN (13t — it Fe (i 5 22 (R 516 R SCH¥

—. TRPVI1 i#iE ik

TRP F A —Fh 32 53 AT T 40 o 8 B 4t it 25 s
FR KA EMN S TWIE, S5 Z2MEIT N
KUV PIESEAS 5% 5, el &Ll i
PSR BUARAUE AT 4 48 7 AN R
TRPA. TRPC. TRPM. TRPML. TRPP. TRPV I
TRPN, [& TRPN il i #h 545 £ FL3h W b R ik
H o TRPV WK% B 6 A~ H A AN [ 45 #4 F1 2h 68 1)
[EJE R R 41 : TRPVI Z TRPVA4 A& Ak % 1 B &
TIEE, R EMNRZ R REMEH, 1 TRPVS Fl
TRPV6 25 E ¢ Ca™ Fazs ™. TRPV WK K HIAI4G
B TRPVI S 1997 4F Jl ) o e 1) g 38 1 BH 25 1
WiE, —SRIEBIN AP,

TRPVI B H 6 IRESIELE R, N i Al C i 447
FHA, Xt Ca AEEREEN, HRETFHAN
VIR P ) ELHE S 5 PR B L (1) A0 B I 4 4 T E Y
IVFZ & LR EAEM A TCAL. (B NR R, RT %)
i3 (prostaglandin, PG) E2 %5 2 Fft 58 i /i 5| AL i
BUALE) T IFEE S, TRPVI A0S T IR 86 R GEA 7 515k
FIIR I B, TRPV B A I 21 41 2345 49 7= A (1) 9%
5T, FRIEI A A 41X P S 518 4 2 A
ZRG, MNF-AER. TRPVI AJ#E# (> 43°C).
R % (pH < 5.9) FIBME (capsaicin) « HFH EREZL
TR SRS, 508 M 2% 0 T I R R [ e 229
AP O, Ft, TRPVI EIEA B NE Fh
B BRI BUR VR TT A AR . 2R BT,
RIS TRPV1 @38 7E PDPN 1 {1E A 2 H i
K DM J PDPN 6 AH G FF KIEIZ 1R TR ALH K .

—.. TRPV1 if#ii& £ PDPN H H{EH

1.25 DM #t g

H BT AIBE 95NN, TRPVI 38 AL 2 5 3
PR, 1 HAE DM Bt R RIEEEEM. A
B FCAUESE, 1E 2 BUBE R (diabetes mellitus type 2,
T2DM) W5 Ui sh A B v, /3 T35 BL I TRPV
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(100 24] 0 25 BEL T P DA CS S R B 2K o0 s A KB R Mk
A S AP B o R U i AR = S AL
% JURE RN OO i A2 0 VR BR, 8 1 4 (reactive
oxygen species, ROS) Il JfE/KFHE T, 39 in £k ki Ak
Bt M. sk, VF2 5 IhEE S AR L S8
i HA #HE 2 AL 24 2R 72 ) (advanced glycation end-prod-
ucts, AGEs) 774, AGEs S5 IE % (1) & [ i Uy g
MK, 5 AGE fr 2 M E/EH, &
ML RRIA. MRNESES, REHREE A
36 AR e XA R BIRIR 25 B A 28 RE /KT 38 w5
1 ROS R A % TRPV i@ IE 3 — 2% S DM
HEfE. 1E T2DM FAEJERE A, IR 1D 21 23 7= A 1 4%
JiE A 5 AT B09E TRPVI, £ IA TRPVI H# 4 I i
FEER WO, T DA 0 B 4 22 25 R AH G JIK (calcitonin
gene-related peptide, CGRP) 1 P #)Jiii (substance P, SP)
LM IR, X i Sk AT e 40 R R 2R
WA R R S R U T R, BEE RS R
JRIEZ A HE R, F£ik TRPVI] MM & ] e 4843 Th
Aeki, FECPDPN KIKRE (WK 1 o [FFE, 7
TIDM 1, 315 TRPVI I v w28 70 428 1) Jok %
FREAR S ZARDT, TRPVI®Y /N5 15 2 1
g U, 22 ERTR, TRPVI#IE 5 DM HEE % VM 5C,
TRPV1 AT ] LAEA# BLHT DM 259 (18T HE £

2. A A 2 R i

TRPV1 i) vz KI8T H X F & Bl 40 & R 4t
W, TRPVI @IS S S B A 0 E & IR 22
RN 1) #h R A B i (4o SP A CGRP) . El-
lington 25 " i@ i LA DM AR {E B & (strepto-
zotocin, STZ) 55/ DM KR, &I DM FEILA
BRB R 5 4 0 K BRUG JTCRE R 7 CGRP T80 i 2
5L b A A CGRP 7KF (34 m ml 2 12 73 2 R 0K
B E o EVEE S48, CGRP @ S fE
PRI TE AR 5 CGRP 324K, e 28 AMPA 21474
W, MR PR AE AT MR A S B, B RIS
SR BORBE AL, ARk f5 B Ak, s
1E/ NMDA %44, {4285 NMDA Zk45 4,
TN BT I, MR n R ey 1Y SP
IS G N YN0 F V(G 5 A% B R A
TRANE T, I HIX R IR NI S A (1
FIRZ A RO 32 AR B R AR R S R
T BAK (neurokinin, NK) 524475 NKIR. NK2R Al
NK3R =iy AY, Hr NKIR 2—Fh G =AM
RS2 Ak, Xt SP A i . NKR 515 ARHEE C I,
FEAEAN AR P AE AL, LT R A AR A ARk IR
BB E 2R (AMPA 32 /R F1 NMDA Z &) (1)1

(T
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Hyperglycemla

ROS
AGEs

DM 5 AR N I e bE PR S 3 TRPV G@IETh 254, TRPVI1 AT #% ROS. CAP Z83%, M0 CGRP. SP #f

LB B RBIK, 25 PDPN #

ROS: iM% CAP: B#fZE; TRPVI1: BRI ZIREAFERITA 1; CGRP: 45 RIERAML; SP: P

Ca2+: %@%?ﬂ O-:

A H3E; AMPAR: AMPA 3%{&; NMDAR: NMDA 21&; NF-kB: %K FEOE ) B 4010

R GE; PG: RISIIRE: NO: —%4b%; Hyperglycemia: =ILF#; AGEs: Wil &K1

AR 0 N S Et I DS RN SRS VWS 23
SKE TR, B RO B B AR Y -
H4 5% (nuclear factor kappa-light-chain-enhancer of acti-
vated B cells, NF-kB). NF-kB /& — 7l 4 i A i 5% 3¢
Bas, S5 R RNE S RAE R, AT N
REFHIAE R, WAME T —% A (nitric oxide,
NO) METFIIRER, A Bh T4 225 BE R 4 A o i
Btk e Mo B S 2T RE 5 HI I A A 2 18
ORI, ) SP AR TEOR BT Fr SRR O R A BT AL
il 22—, (ETE B A o 22 T R A A v T 2K 24
%ﬂ@ﬂ%kﬁ%m%&ﬂ%%ﬂﬁ%@%,ﬂ
FEF BB (1 B A [ FE 7E PDPN 32 458 JRAMAT -
Bi] v 32 AR R 3 (R il 7T BE S Bl Fr SR 25 0% SPfE =
e FAMHIERIRE R B SR ], X R R 2567
PMWT%M%%W%EWME%Z~“ EEYl:a
i TRPV1 JHIE % SP KRS 89Xt B 1 S 4
JH 2B = J7 2K PDPN 3 NSt ia 7 Bk .

3. Z 5HEAMNH

DM Jp5 N\ A Bl 22 451 4 72 5 250 PDPN & A )
F 2, BH1E PDPN KA K R I SCBEAE T B i s
IMAEFSE N AR5 00 R B AE BB . H AT I
e TR 5|24 2 4 5 1) T REATL ) 3 S AL I A A 18
B 2 CREE IS  AGEs [FEREE LA SIS,
Hrp UL R A 2 2 Rl e 0oL e B AT
UESE, AL LS BE R ph 2 AR K AR R, I

S

RHFF 2, 5JC PDPN /] DM % A A LL, PDPN
RN N &R -1. NO & &3, it A L
A B H B K B "7 TRPVI FH B 73 38 ] 4%
ROS FUBB R 55 B IE A T 8] BBl 2 3 28 Fl g 22
B, PHEZRNUG G KA R Z I NBER, o
LAY RIS VEIRTT . FRFE IR A 4E T
TG, AL ALK T R ) F A 4R, A
SR BEUBER AR MY, TRPVI #80E 5, 74
R EBEM ™ WA, ik AT S EEA A N
WG EE, IX AN A2 PDPN i 5 B0 B 2 1,
PRI, %) TRPV L 3@ 38 (1) $ 1) vT 45 B 43 56546
PUEAL ] o-Ti 2= R (alpha-lipoic acid, ALA) A] DLif
I ) TRPVL 3 8 15 Pk I 5 i Ca™ 1 HEN,
ALA B{ TRPV1 5 H1 7 BT (capsazepine) # B2 A
B DM K B AL # £5 F DRG A 41 i 9 12 A48 4L
8K S VR Y, fE STZ 5 51 DM K B A AR
o, TRPVI #ll TRPM2 i i& 2 5 i & 1 DRG # 4
JCH Ca FENFE S TTA0T:, IR B R A
BRI AR 0 B AR TE VG, B AT B AR A S
FIHAMMRFE TR Ca™ HEN, B LR Y,
TRPM2 I TRPV1 @i 7] fE B NG IT DM i T 4
AU S A AV (1 EE L2 B . Sk, i
BE AT 5] kAR AT, B IRIE S ROS FEAE, ik
FALRE, B SEERAET: P, ROS fEBEANRILT:
AR RO, HIT] DM AH G ERIE T e 2%
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THEIRFE W, A EAEHANGTT DM KA I
REFR AL B P,

=. TRPVI1 7£ PDPN 497 o iE 50 it f2

TRPV1 BIE 5 #AE & UIAHOC, R > 43°C
B 9 s, S S5 LR AR R R . B BE
TRPVI BA B & MWEUHEIEM, HERF 25 ZER
RN E AN R RN, T3 TRPVI 1] 71
T ARG R R Y, SR, HEZ AL TRPVL N
BB SUIBTT T EAW IR R, A = (8%) B
PR 1) B2 RIS FRIE I PR B T 22 /% DM AH G ph &
Yo, HEEHEAIARARKRMN P, thah, WiEe
R LR B 500 £, HAFE 2 R4 R
N> SHME - BIEREA Y, EHERETEE
SN, TRPVI H P57 %t ACD-440 1) 7 A8
F A T BRI R RS 45 51 B B R,
Tk 24 = A0 FEL ) B4 (kilohertz high frequency electri-
cal stimulation, KHES) & % #l il TRPV1 ] & X,
1M %5 A TRPV1 38 % 417 1] 771 (SB-705498) 1] s 3L &
KHES HHBL i 28 /F 1, KHES i@ i 40 1] TRPV1/
NMDAR2B 15 5 18 # [ 3507 A0 145 88 1 1 40 22 R
JR A ARk ARE ) B2 TR s I A PR AR /N S 200
IR R AR A 2 BRI B, BeAh, JEAERIIWER
KU, THERZRESA M0HTE TRPVL, K355 PDPN 1)
BITIERA .

i &1 7 7% (electroacupuncture, EA) #& i )7 % F
8 PRI A ROE R, ZIT IR RS R AT
ff FIkI 45 & BT, X} STZ 5 5 1 PDPN K XU A2
= H (ST36) A1 (BL60) /AT EA ¥RIT 1),
RE % 1 7 PDPN K B 98 e it 88, FF 7 1 DRG #
B HE T A b %R 6 2 2 B C (phosphorylated pro-
tein kinase C, p-PKC) \TRPV1.SP fIl CGRP fj %% 9,
E HE &K 1 (Ajugarin-1, Aju-T) & —Fh W& B4
R SRR A, ORI PR . PrEME
EH, Heetedmt| STZ 7551 TRPV1/TRPMS ik
ThE, 8 2% PDPN K BRI Jr o i SO = 3 1
g B AL O HE DM kbR aYY, S
PR H A FE(K DM 5 A REKSF B 21 2 A
B 20 R AR 2 AR R VA YRR 7 B 6-shogaol
X TRPV1 B A R585EF1 /). 6-shogaol Jt A= 22 HE HL
W& AT LA 3 98 2> TRPV AT NMDAR2B 78 %5 86
(R 2 TA SRR /N BT M R R #h i AE B, B 4
42 (B vitamins, VBC) J774/2 7R 7T PDPN 1% HE
Y, BWERLEY, VBC (B, By Ml B, JEIT
Al 23 STZ 7S 10 DM K B o 1 880 B
W S MO, d DM K B DRG A P2X3 Al
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TRPV1 [N, FEFAREHE 4N FR-1B
PR SO IR F o F s 22 R TP T B %
FHEYD 22 B4R R PR AR B 1S A R Af 3T (PR AR
), BRI ARY, FOEEAWYAGTT
T2DM KAeME It RIEMIER . AR, SE
AR vy L BE /N B DRG #1480 B R HLE], A
J IR 2 PR AR R AN R 2 TR, PTREALHIE S
4| DRG H TRPVI [FiL, /b4t Ca™
W, LA Ras-p38MAPK #E(S Sl iELL B,

B2, 2R TRPVI 55 K& b i B iR 97 7 ik
1 STZ i 3K B/ B IK) PDPN shis i efr, B
% D03 SE IR BN PR B R AT N AR o T AR bR, O4
HAg T AR . AT, FFE RN R
RILE Z 4 %0 TRPV S8 S 254, 8 96 97 1)
AR

My, fghyy

IR, HORZ IEYE 278 TRPVI 7£ PDPN
R IEAILE TR R ¥ AR A, TRPV @ IE 1 H0E
S H5RB RS WZ. RS RSS2 DM
i AR, FFEIE B CGRP. SP AL B G 2
M PDPN R AEFR B, st 7t E7s, TRPVI
JEIE U A 2 B b PE PR 9T 5 IATE PDPN [HIR9T
AR 78 TRPV AT g AR &1 201 PDPN Y597 # A
SR, TRPV1 JEIE 7T PDPN ML BN E 2%,
T B RN B SEREAE ST I B, I 58 N TR A
Tt 5 21l R S FH 154K

HakRpEm. FHEFRAALLA LT R,
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