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HE: HP R IR R L5-L6 75 AR # £ 15 (dorsal root ganglion, DRG)## £ T
. NGRS FLAL S S EU B

FiE: 1) LI S AR T . [F7Y Sprague Dawley K FR3t 16 R, MEMEARTT, FEHLEL
FRIFED N2 M FEIRGARA (n=8) : HX 5%#E/K LAk 100 u IVEST45 5 /& F 04l
IEHHAIRA (n=8) : fi)5 LE LSS EABEK. KA Abbott B L1 Z1
Eds 1 h o4 5 min [HIFG AR W25 B RIBAT N R E . 2) M& ot Tl
A7 (action potential, AP) 1d3%: KEFEMEE L FESE/R SHAFERE, 2%
SrEHIRRIE S, B 6 TRphA, BRI & 1075 SR ma s dif. kA
LA F AR H /N (B £<40 v m) DRG #H& et T3 E AL e 3%, RISttt A/
M DRG #& e B A (RP) « DRG #H&ushfEHALEIE (APT) . DRG #4553
{E AT IE(E (APP). DRG #1458 st ah/F AL 20/ 7] (APDsg)

G 1 /RSB R R MEIRAT NI : R R SRS TR 5 R KR T
i, SCEPRJR L, k. B, BB R SR, TR BRSSP AESAT. BT,
RN, FEEERMY . BR. B RS HRWIT N EEHE IR N 5 B
Ja SCRPHVEE, FF4E 10 min A 4G . &0 5 min [RIERIH, U655 — M B I, $74245 40 min,
MRS 2 S0 R VR 3 R ATEhIER, TR fakk, BUATSEERmMITN. 2) #Euk
S HAL(RP)ILT : fR/R LKA DRG #i4 it B HL7(RP)}-52.5541.15 mV/(n=8), IF % %I
HEZH &% 2 HAL(RP)A-53.1742.52 mV(n=7), —# LR ER LS 124 X (P>0.05), 3)
2 Ju A AL B E (APT)IC 3K : #8/R LAk DRG # & Jt 3)) /F Fi A7 [ {5 (APT) Ky
-25.3140.47 mV(n=8), 1E% X4l DRG #f % jush1E W AL B {5 (APT) 24 -20.3640.46
mV(n=7), &K ERE S i FE L (P<0.01). 4) HZ TEhE HL A7 IE(E (APP): #E/K
pk4H DRG /N4 & T EhF LA A (APP) A 72.4321.60 mV(n=8), 1% % 41 DRG
N2 STV LA I (E (APP) N 85.9645.51 mV(n=7), —HHEERESIT¥E X
(P<0.01). 5) #Z I CaEh{EHLAL U [A) (APDso): A /R AR K B DRG #4148 yushE Ha Az
LU} [A] (APDso) A 6.4040.21 ms(n=8), M 1% X} B ZH K B DRG #ii 4 o sh /E Fa A Uit it
[](APDso) /v 6.0420.95 ms(n=7), W3 tLAZE = o4t 5 L (P>0.05).
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Abstract

Objective: To explore the change of action potential in the periphery dorsal root ganglia ( DRG) of the
inflammation pain model rat.

Methods: 1)experimental groups and model :16 Sprague Dawley rats are randomly divided into two
groups.Formalin group (n=8) : Injecting 100 pl of 5% formalin into the palm of the right hind leg .Noraml
saline group (n=8): Injection the same saline into the right hind leg palm.By using Abbott and other
methods immediately record the cumulative paw licking time in every 5 minutes of 1 hour. 2) Recording
the action potention(AP): By using the current clamp technique to record the action potential (action in
acute isolated rat L5 lumbar 6 dorsal root ganglion neurons,namely statisticsly comperare the rest
potential(RP), the action potential threshold(APT), the peak of action potential( APP), the half duration of
action potential(APDs,) .

Result: 1) behavior changes of model rats: after subcutaneous injection of formal into right hind foot, rats
immediately occured the spontaneous pain behavior such as swelling , lift, turn claw action bumps limbs,
lameness, and licking, biting of the injected foot. Obviously there were two phases of the whole process of
reactions: the first stage occurs immediately after injection, last about 5 min; 10 min after the interim
period, beginning the second phase of the pain, which lasted about 40 min. And not enough action injected
normal, there were no licking, leg, limping and other acts in the normal group. 2) neuronal resting potential
(RP) record: Formalin group DRG neurons resting potential (RP) was -52.55 +=1.15 mV (n = 8), the normal
control group of animals resting potential (RP) is -53.17 =252 mV (n = 7), the difference was not
statistically significant (P> 0.05). 3) neuronal action potential (AP) threshold (APT) records: showed that
formalin group DRG neurons action potential threshold (APT) was -25.31 +0.47mV (n = 8), normal
animals in the control group DRG neurons action potential threshold (APT) was -20.36 £0.46mV (n = 7),
the difference was statistically significant (P <0.01).4) neuronal action potential (AP) peak (APP):
Formalin group of small and medium DRG neurons AP peak (APP) was 72.43 =1.60 mV (n = 8), normal
animals in the control group of small and medium DRG neurons AP Peak (APP) was 85.96 £5.51 mV (n =
7), the difference was statistically significant (P <0.01).5) neuronal action potential half-peak time
(APD50): Formalin rat DRG neurons action potential half-peak time (APD50) was 6.40 +0.21 ms (n = 8),
and rat DRG normal animals in the control group neuronal action potential half-peak time (APD50) was
6.04 £0.95 ms (n = 7), the difference was not statistically significant (P> 0.05).

Conclusion: Inflammatory pain is due to the increaing of the excitability of primary sensory neurons .

Keywords: Inflammatory pain, action potential,dorsal root ganglion,whole-cell current-clamp
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List of Abbreviations

KXHE
DRG

IASP
SMPO
AP

RP
APT
APP
APDsg
CCD
WDR
CCD
Kv
BKca

FILHAR

drosal root ganlion
International Association for the study of Pain
subthreshold membrane potential oscillation
action potential
rest potential
threshold of action potential
peak amplitude of action potential
action potential duration
chronic compression of dorsal root ganglion
wide dynamic range
chronic compression of DRG
\Dltage-gated potassium

Large conducatance Ca** activated K* channels
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(Introduction)

[E BRAmt 5 22 (AASP) FE (pain) 5E SN «“— i 5 20 25477 B 76 145 £ A
R A R 1 S L A SR 56 o R TR, I Y 9 1 v R (L R 2 ) 2
76, R FEeaz s, Befsr L 0iE EEKGE, Mo SEEl A 23 s Xt 20 1 0/ F I Y
R B ST o R U A — Rl B P4 558 T AE B3 8 A7 AE 1) A0 35 P 2R TR T e
71, XMEE RN EE R IR ERIXFNRE ST, RS R MR R AR, TR
FNPSIR A 2 B SR MU LA NP . R ILRAE A, My, Reasrhs
RGUR = L] T AR AL, 38 I GIBCBOR S5 ML ALK 3860 52 50 A1 i 3R 3 ) e
IR, (A AR x I H e E BT A F S S R R — e R R 3
SR o M PR AL AT A 2 Al (R e WK, I HAR BN R 2% 2 A2 I A B0 BE 51,
S 5 A G AR 2 i g PR AL sk PR AT E 78 RS 17 B 2 R A B R BRBR AT TR
THOR O LT T RERR AT, AT IR R AL MIPL ] — BB 15 32 2 1 1 i
o HRANIAZ HE 2, B St i 25 BB FEHOR AL IR PR BRI T
SPEIFMSIO LN, H R T SRR AL [ [ I, 40 S A7 AE 2 R DR 3T TR Y
KA, BT FRIE 7 kG £ 07 MK R K HE.

PR 73 R T5EAR 2, MR A0 L BRL 3 A PR AT 70T LA 73 9 95 AT
BEPRIR AL, fha B . RS . Hh O Em LR A RIS & 8l
HH R, &R R YRR L0 Bl . PR RAER AL P A 5 25 AL 2 )
Jii. MG RS REESE. HAT, WERRMERISIIR IR 2, AR SRR
FIRTRET . BAR BRSOt i | e gh IRVEFRIBAAL S, 4R
IR Sy A RR DR RIS RIS, 7T DR BRI Sk 4 475 LA K S S e 8 vk
PERRIRAS, B AR T4 N FH - BRI 2 R LA R % PR AL Fro g 5 o L,

P VE BT B R B 0 A0 T SRR AR AR, 3T B2 S Al s 5, X 3Lt
TR LR &, 15 Bk BRI 22T dk A% 28 i3 2B 1 22 0 e 28 S B0 i () A
. MERMLTT (dorsal root ganglia DRG) A& HI A% N I8 % W] R A 42 4T 4
FEMENA] FLACTE SE I KRR, ISR R AT IR N . BT RS 22 E
SUFTIIAP IR VR DR 2 R T S AR R R P 1 S2 A, B DA AR T X T
PRI B A SRR EE IR TEH . WS S SIS, VUGS, hae K AGETER
F15 A B O R S S, O FE G 4 O A B2 1) Bk &R DA R SR kK
EE EARE, I S B O R R, IR VGRIE S e g T Y
FA B AR2 TO RN S = 2 e R AP e AR i3, BB IE B K R 2 IR E T
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M A4t A TR AT AL R O E B IRPE i A P L RS .
XL T R A T B Sl 2], IR A B REE o R T g R I
B, HAEULESH RIS AL SRR GRER, MUE, 11D
MogfE (F3%, TTFE) WEGC T35, Aa fil AP A4 EAR K, HH HBHEENE%
f5e, 15 S VE B LA B B b o 1 799 b 4 28 40 K350 0 52 A1 e B LA . (IS 25 3380
HHEASZ5MHFEMERIFEOGRE (intensity) IS, AS M4 EARN, £ FHEM
2, o HBE St H A BT % S0 F IR LR . C M4k B s m /N,
BEM g, I HAL S B8 . KEB/ ) C 214 my LSl 475 25 M 15 R a3 MU i
o (HIHELL C 21 4EiR ] LhgmbD a0 F M RS (A B (5 B B 5 B AT LRI Fc
i, IR ELIE S TRPVL S [ Wl - b GUsel®) . R 15 AR 15 P9 4 EL 4% DRG
WATEA KL B RZK HAEAKT 40 pm KA, BT 30 um B AN
M, BEAREWEZAPFME o DSk R C SRR A4E; gl th 53
KHARERHN AS BhRA-4E; T KA A HABERIT AR BhR A4, DLk = Fhdn 7 51
fBIFR C. AS. AP e,

AhEIESAE (peripheral sensitization) (1 H B3 7 76 v 0 {8 160475 25 1 SR 52 26 1) R P&
IR R b IEMETRIIEG, R0 RS BRI, IF Hid
AR5 ) RNED 5T RS2 A0 AR TS B L VR AR FR B AR 50 o 43 A0 T4 5 XS /N B
BRI NHREE A S FITCHE C AL 4 N—FhdbAT M S ROIR S, RS B2 ok T DA%
R IR IR AR S . 2R A 4 A E B G, O IEFAE LN 8RO F 1)
B ae A NI G, RIS SNRET AR Y R R AR AR A B AR DX sk ) — A S AL
R S O SR o ARARAE JF 06 DX I I BRI 2T B K, 368 3 ey 5% s 34 175 5 9 o i B
FEH L. TN WU B0 A0 AR R AR AR S5 A #8532 3 A 6 FIToHE C PhA 4T 4RI 3¢
Mie, X LT a1 T VRO )5 2 S ERBUN . E AL BRI T S S )
ol NN TOIK 8 BUEDIRZS (615 1 A U AR ZS IR 2% o A8 BUL L HIAMER f ) 5
VEIRSZ A2, RIS (TR I T 2 38 6 0K o Ja B AR I 00 A 35 M ™
A2 B FREST AN ) Bk 3 A SRR AN A5 o R T AN B A A A AL, H AT
W75 cAMP AH2¢, F£ H cAMP-PKA J8 % 75 FEARAR 35 14 0 22 T A0S BB . LA
TTX-Na" 38 o R B DL A T T A7 5 24 1

AT, AU TR A ANE M ARG S, 1RDTE ) &S
LARIEE), M2 BSFROMRIES, WRRE. MAMUEE, AR B T AL
EH % (subthreshold membrane potential oscillation SMPO) 1, 4 i fis (%) T Z 3% Bl 4
SR B —E AR A TT RS S aE A P2 A S I G SR A BT 78 R ILAE T3 21
S AR TR 3 S 2 AR X I K A e r AN AR WY RS H B RO, X R B AR AR
Bl an JS IR S LT YRR RS, ShE VW DL R AR E A B A S5 LS, BRI

2
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TCHA 52 B B, B R &S B R R IL G . U E R e Nl R, s
AR 0 AE T gt L R AL S RE D LR 8 o ANV RIE S T A S AR NAFYER A
DRe e, S Um0 R IE B2 BN, 2 i i DL R TBUR A2 AR Ak T 52
M) 20 L 65 52 A T 6 LA % 8 7188 08 DA R TG %, XL T AT RE S B A S SRR As M Y
0, BELE 2 BN UM RSt B e 5 24, R PR R B, K RIS IR
M R34 (chronic compression of DRGCCD) AR J&, 45 F A% 3 it 4 22 7T i)
HRMHBILG N 2, I H R AR IR0 5 B4 oo a4l i B\ SR 3R 58 i
SHEMERALI A SN, I H ARSI BAL 10 RE 77k AR BT, dx s 4 e e Ay Mk
A H N IE MRS IR 5 R ATEE.

ARVGEER ] SD K A Ja A2 SRR S AR 2R By MRtGRl A 7 iR L R SOR AR AL, R
Fref FUEHEOR IO SR LA i A B A% i3 I R A ) S A e AR 4
M TeEnfE AL I & SRS L. IF BRI B, BRI FE I 8 A R AR S
. R TE AL S SRR ARG O, T EE— D IR R U 42 T
RAUERIE A AN R BIRIER], RO FEE IR R IGTT SR AU S ERAKE
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(Material & Methods)

1 ¥

1.1, SLIuEnf))

77} Sprague Dawley KB, (1A 15045001, JE# 6 &) 16 X, HEH, WHEHE
HEE R HIA X P T S s s, YRHES: SYXK GHr) 2003-0003, zh¥piE It
PR 25°C, WRE 40% At . FTAERERRTSE A KREE —WEERshiie

BiZ At
1.2, SEERIRFT B A 4
1,21 AR T PR BB IR 5

KA U Ak
0.9%NaCl

T5% PR S BILER T B
= A4

TCH R A ikt
&JEE, FREME
Ha/R SRR 43 pr 4t

A, 4 A A
1) 2 e B P 75 k7 A S B

NaCl 43 #r4k

KCl  r#r4t

CaCl, 4r#réi

MgCl, 74k

HEPES

HIEINE S bral

PH Wl % X

B R A

AB204E HLT R

Milli-Q Academic #8%4ti/K1X

b REAE T

HraEAE R 25 A

7R LIRCON Ji & BH AR A7 BR 22 7]
TLPHRA R RS T 2 AT PR A W)

b REAESR AL R PR A Bty A PR A )
A il

KA Bz AL 22 R PR 2 7

KRBT BOE A 155 BR A
KRBT R AL 21k

R AR R A 2GR

REE TR R A 2R

% [# Sigma 7 7

REET G RABHK A RA
HKF] HANNA 2 ]
IR BT 2 PR A
Mono Bloc /A ]

2£[E MilllPor A =]



RIEFAH B, DRG #hZ seah AL

2) A ST B AR

NaCl 150.00 mmol/L
CaCl, 2.50 mmol/L
KCI 5.00 mmol/L
HEPES 10.00 mmol/L
MgCl, 1.00 mmol/L
HEPES 10.00 mmol/L
%K 10.00 mmol/L

pH=7.3~7.4 (1 mol/L NaOH & 5E), #2i% £=320 mOsm/L (10 X BRI E), 4°CUKFETR
£ H

B. 4 PN e i)
1) 4 P v e 1 B 7 a7

KCL 4 #r4k REE TR R A 2R 7))
MgCL, ZrHr4i FREET AR R AR
CaCL, 44t REETTAR RAL R
ATP 4k VUL LA R 54T A
HEPES F[H Sigma {75 A 7
EGTA F[H Sigma {7 2 7

2) 40 RS i

KCI 140.00 mmol/L
ATP — 4Nk 2.00 mmol/L
HEPES 10.00 mmol/L
MgCl, 2.00 mmol/L
CaCl, 1.00 mmol/L
EGTA 11.00 mmol/L

pH=7.3~7.4 (1mol/L KOH ¥ i 5€), 151% k=305 mOsm. ffi gL 7R ik UE, 738 f5 ikt
J6-20° CORAE, M8 FH Z B MR -

C. 2y B
1 T A B T 5 k) Sise &
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5 A T (collagense I ) %[ Sigma W74 A
flRE 8 (TRYRSIND %[ Sigma W74 A
DMEM Hi 772 Hyclone X571 2 ]
2 107 (TRYRSIN inhibiter) [ Sigma A 7
R & WNEE 2
B LA TRt R S AR A B A

2) HALEERCH T %

¥ emg EER (1B 1 5 15mg R JE & FIBEIE N\ 25mIDMEM 557535, 7843 B %R0
£ 0.75ml 43 2%-20°C UK AR IR ARAT -
1.3. SEIR{YF
1.3. 1. fB/RE ISR &

Wk

e, &R% H il
1.3.2. [RR#HiER

AXON multicalmp 700B Ji /i ik 2 Axon AF], FHE
Y\ 45 (PCS5001) Siskiyou Design, %[
P-97 Fuihifx Sutter A 7], K[
PRALIE B W SZX10 Olympus, HA
SEAGE & TM-1 bigEER, E
BES AR ERE 1.5mm Sutter, [
fH iR /K 48 HSS-1C L, @i
2 Bk

2. 1. S EhH 43 4R

Sprague Dawley KE 3t 16 H, MEHEATH, BEALECTRE 0 2 H: AR R SHRAH (n=8):
HY 5% /R 4K 10 plyES T A JE B2 04k; IEFESIPXRA (n=8) : )5 &8N
s H K. SR Abbott®125 ik, o EE A RACFIES S 1 h 1Al N4 5 min &
T4 2 B AT N T
2.2 ESHEROMEII X MR EER

HY Sprague Dawley K 57 i 5 1 52 AU 1 ) 48 28 v 78 0038 BRI, o T RS AR BR
HEEA G R R, B L mi ST 3L 5 %R R SRR 0.01 mivEN i 2 i 1%

6
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BAT A TR Al o PO FH R A R T S B A AR B, RAEZGWITC AN R, R
BRI Ie] <z g AR B S Bl AR 2GR SR TS 0T HIORA R T, AT 57 R4 (R A

i

2. 3. BB KRFITAFYE

TEROEE AL SRAE B S s fE T, AR a2 TR AL, 101, KSR, $a
JAREIR, s R IS, 2, BATIF A RMEIIR . A RICRIEN
FE/R B MEFE Lhig, B 5 min i [A] Y KB A6 2 IFIA]

2.4 SIRHETHETEESSE

R KBRS TSk, IEBRR R A B, TEME H O AR 2 B AL AR B 5 2
FHFEM L5y L6 FAL AT ARANEAT, 8 7 2 BT 4 e B Hh Bt AP 275 JF B T HE 110
YA AMR T . 10558 N f Ui 22 B 1 e A 2 AT 41 4, HRRE B AT 4048 BYAL T Bl A4 53 001 f e
Sordfe, PRFICEIEE R A hi il SUR MR . (SRR E R A A AN, IR
B s 2 BT 5] . NI E LI AEG, T 37 "CIEIRAE 1L 15 min A
[AIRFT 2-3 IRAEAS A2 e A FETE AL B, WRAT SR AR AN T P2 A S, v Ak Se HE
)2 V2 3o BN N /D & ) g B T B 77 CTRYRSIN inhiibiter) 28 1E¥4 4. 1000 rmp &5
05 min, B BENGE FIGHL HAMRIMNEIMAR T RV, BT RS &
AN R o L B A s TR LA, 5 B o L T U B

2.5. 2R H AR RHEBR ML
2.5.1. IR RLH

WA R T ORI AR B 5, s, NMEFEE TR o s A A S RS T
V67 B TS R0 E R R i A, 3 R R R AN T Al R R s B B 1S e AR A v o HUAL ER
i R B R T PR AT BN AR S o R R B 2 ) )R A T ], SR AR LA SR
vy, PRFF AR FFEAE 3~5 M Q Z [A],

2.5.2. EEHE AT IS

AR SE B R ILVE T BAE B S L, (KA S T REAT IR ISR,
Peide i i e By . Froetbss It HARRS) . RIE ) WOt H EARAE< 40 pm [
/NI AR AR IR FERS R o BRI P AR Y P EE NG N, I DR FEAR AR 3 e B
25T, AR ATRTC T . R AR E Tl R iR 22 b, TR AL E, A TR
fE i sk AR SEIL A, e RS AR B 245 T A, A r R NI 3 9 [m] ]
BLLR . kSRR B AR AL B A S A BT R AR A AL, AR i 3 4 R
HRH 2 R AR SRR IE N, Bl R S RS 828 72 UL, HBEEFEE ETH 2 GQ KT,

FRrFCARsE Ja L RIS A A 4H . (whole cell) B, SEAFA0 7 A5 20 B N VS5 R P9 VR
7
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2.5. 3. BRHICFKidF=E

BRI S, B R AR IR A Ccurrent patch) #EEC, P48 W E20 40 il
FR ALK o B BEER B AT LE-40 mv LUT (A AR 9 ST 5. 25 T 4 500 ms
M 0 PA 21| 500 PA FIERF I, WEph 22 o Mg & sh A B (1%L, RI4:4i i DRG
i /N 22 T BB A7 (Rest potential, RP) « DRG /N e sh/E A7 R ( Action
potential threshold, APT) . DRG /N T AP 14 (Action potential peak,APP). DRG

F 22 el B A7 -0 A] Chalf duration of action potential ,APDsg)

3. BIRRIT R MR

i A iR UM Clampfit 10.2 20445 88k, FEA A SPSS 17.0 70 #r 82t AT S it

ST, ST S LRSS (Xa8) R, SULY I REA R P R 2 7y 25
30T, TR AR ELECR A Dunnett-t £330 F1 LSD-t fa%:, LA p<0.05 AZFA Fiit

J—%E:XO
4. ¥Rk
16 R Sprague Dawley K B
!
EESNYFRA (n=8) BRGHMBERLA (n=8)
0.9%E 5K 10 5% M@ /R LK 10 pl
W EHFEERE HEHTFEERE
1T R%W
|

A 4

A 4

B REE X EAHR B RER S AA R
L5-6 DRG B /E B AL L5-6 DRG sh{EBfiL

B gait i
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(Result)

1. BROMBURIRE R BT AFEEL

R P B (AR /R B MG AR BAT JE R SR B N, SR SZRIHBLZL I R
i, #lah. BESEIR, 173 E . BT ST SRS I R IR TRER . T
WS AR 5 H RORAT N . A RN MBI S R B — B BONTE S e B2 L E A
BB, 2210 min A 4l 5 min A ORI, TR I BoRomill, e
40 min. TMARESS E 5 IEFE X RALTZhIER, KiRe. AL, BATHET . WK 1.

250

[
o
(—]

X%

-
h
(=]

Time(s/Smin)
=]
=]

Flinching and licking

th
[=]

o

I
th
(=}

5 10 15 20 25 30 35 40 45 50 55 60
Time(min)
1 BRSMASESIXRAITHFLR
Fig 1 The comparison between Formalin model and the normal

7: N:Noraml group; F:Formalin group; #i/K S ARZ15 1EF# Zhxt AL EL%, s8R P<0.01

2. ENEEAIEE

2.1 FEILI&LEARR DRG L2 TTEN{ERR L

A SEI 3 — 0 R R AR AR /N DRG M4 70 (EA8< 40 wm) Sh1E Rk
ABIENL, W DRG #1£8 673N 500 ms M55y 500 pA IR (ramp) i, fE40HE 24
WL B — e P E A PR K« HR/R GIRBIAHE A AN 408 14.43+0.82
(n=8) , IEWAI IR RAHZEBA NN 6.85+£1.06(n=7). M AL ZE 7
A 4T E L (P<0.05)  BIAE /R D MO 7R 20 B4 f A AN B0 IE 5 26 3 26 /K ) HR 4 B (5
., W 2.
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)‘/‘/Vl/l// /f) || /lv'\ A

3OMV| 30mV e \\, -
126ms 126ms

- 600 p/ - 500 pA

0OpA — 4 0 pA —

2 RRSMAESEEIXREKXR DRG #HE TanfER L
AIEFE SR IR K B DRG #&ealfEfAL; BAR/R GARAK B DRG #& JeafE fifr;
Fig 2 The firing of action potential of normal and formalin model rat DRG

A.Normal rat DRG neurons action potentials; B.Formalin rat DRG neurons action potentials.
2.2 a2 BMNTK

SD KB A 5 AR R B T i S AR R B ARl i 7 R MR B AL, XK LS. L6 AR
AT A TEAT S PE B, SR A g0 M A R IR A R R AT B AR WAL Caction
potential, AP) it3%. /KM DRG MLt uif /S AL (RP) A-52.5541.15 mV(n=8),
IEFYR AT R B (RP) N-53.1742.52 mV(n=7), & ZER LS 242 L
(P>0.05) , BIff/RE PR DRG #&e suii B AL 5 1R A 2 27Kk R 40 B AR WL i
Bk, WL 3,

Control Group Formalin Group
1 1

0
=7 =8

-20-
3
3

-40-

pu——
-60-

3 E/REMESEENYIITERE KR DRG #HEZTT RP T
e F/RGRE S IEHE X ALK R DRG M& o B A gt Bl
Fig 3 The firing of RP of normal and formalin model rat DRG

PS: The chart of RP of AP in normal and formalin model rat DRG neurons.
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2.3 EHMERNHEZ

SD KB AT e B AL TR B N VRS AR R By ARaGR e S R PEEUR ALY, X RR L5, L6 R
MAFT A TTHEAT 25 B, SR 4 40 M IS St U B B R HEAT B M B Az Caction
potential, AP) i3, BEMABIEARRMMZRIBIE TR AP MESFEE, 4R ER
B IR AR DRG & eafE AT (APT) N-25.3140.47 mV/(n=8), 1E# Eh¥xtiE
‘1 DRG MZ&tah A (APT) 4-20.3620.46 mV(n=7), _#LEERH R+
& X (P<0.01), BI4E/R By R4 DRG #4 yuahfF AL B A A 1 st i 28 B S5 v 2 Ak
AP UL S RRAA L, BEAY R DRG #H& e N U2 5 7= LR s AL
L 4,

Control Group Formalin Group
1 1

n=7 n=8

kk

4 BRDESERIXTREA KR DRG MZTT APT T
ARG IR shAxt 41K R DRG #1470 APT 4iit . **3%oR P<0.01
Fig4 The firing of APT of normal and formalin model rat DRG

PS :The chart of APT in normal and formalin model rat DRG neurons.**P <0.01.
2.4 shEBRMIEETL

SD K BRAT Ja AL T B2 T VSR 2R By AR SL R PEBURAR A, X KR LS. L6 TR
PRI T AT SR B, R A AR R I A B R R A BOR BEAT B AF B Caction
potential, AP) i3k, #E/REMAH DRG H/NMIZ TG AP IE{H(APP) N 72.4341.60 mV
(n=8) , IEWBYIXIE4]L DRG H/NEMZ Tt AP IE{E (APP)N 85.9645.51 mV(n=7), —
B RA G EE X (P<0.01), RIE/K B4R DRG i /hAfihLe o AP I B IE H XS
R BRAIG, W& 5.
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100+ '
.
80+ =7 *3k
60 n=8

APP(T)
g

B

Controll Group Formalin Group
5 B/REMESEETIXRE KRR DRG fHEZ T APP 1L
FE: MR HARAS IER R IR KR DRG MZ T APP 4iil .  **3&IR P<0.01
Fig 5 The firing of APP of normal and formalin model rat DRG

PS :The chart of APP in normal and formalin model rat DRG neurons.**P <0.01.
2.5 SMEBAFIERTEZS L

SD Kb A 5 AR R B TV S AR R S AR R S R FURAR Y, X KB LS. L6 TR
AT TTIAT 2 B, SR & A A R R R AT B AR AL Caction
potential, AP )it 5% o 4 /K AR 41 K B DRG #1485 Je sl FE A 206 i 7] (AP Dsg ) A 6.4020.21
ms(n=8), T IE# 34 X HR 41K i DRG ## 4 yushE i UERT ] (APDso) A 6.0440.95
ms(n=7), W#H LR ZER LG L (P>0.05) , WK 6.

8-
a n=8
[ n=7
§ 4
2
o T T
Control Group Formalin Group

6 B REMASIEE X IRLE KR DRG #4&T APDsy TL
v HR S WA EE Y A KR DRG #1450 APDs 41t
Fig 6 The firing of APDs, of normal and formalin model rat DRG

Ps :The chart of APDsgof AP in normal and formalin model rat DRG neurons.
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MR R DRG 2 LA B

2.6 SEBEMEESHTK
SD K ER AT JE R i R T VRS A8 IR Sy MR S R P BUR ALY, X RRIE 5. 6
BIRMET I ITHAT S B, SR A0 B B Fe e BoR AT 3 /E Hi AL (action
potential, AP) it K HL#. 43741t DRG M4 it /S AL (RP) . DRG £ uahfE
A7 ERIE (APT) . DRG H/NIMZE T AP IE{E(APP). DRG #1458 JCah 1 Ha A7 2= 0 i) [a]

(APDsg) - LFE 1

%1 SSRUASESE AR A BT (xas)

Tabl The comparation of change in action potential between the control and formalin model  (x#s)

Group n RP (mV) Number of AP APT (m\V) APP (mV) APDsy (ms)
Control 7  -53.17%2.52 6.85+1.06 -20.3640.46 85.9645.51 6.0440.95

Formailn 8  -52.55#1.15  14.4340.82** -25.3140.47** 7244+ .61*  6.40 #0.21

T ARG IR S A B3R P<0.01

Ps :The compartion between formalin model group and normal control grouop **indicates P<0.01
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W
(Discussion)

20 1208 90 HEARE PRI T (IASP) & PSR (pain) Jy«— i 5 245475 Bl
FEFROT AR IR I AN T ER P 200 4 i R R R AR 6 Ox oo B8 2 B S AR A F F % IO
WG IR RV AR, DH | S ERE RN ZAMEAF SR IRZ IR
T R R R R Y B B R R I o P 0PI AN AEZE BTG B B AR 2 ER i, (H A
I thie — A s 5, RYIRRGZBM0IE . REXTPAE I sEE AR F ik
R R R AR L B, QRS KX A BE ST, Anse KPR SRR IR, D ek
FNPEIRMAS 2 BRSSO R P . AEHE S P, R 2 i R T 1 Y 32 0
A, BASHMELMER . FEPORINEEARZ : BRI A B, e R
et e RS . FIRALHIE FE ROy T B 2R M R R, 7E S BRI AR 2 J5 Bl o
Herp O BE W R EV R AL I IR b 55 5 LA BRI R 22—, BT R LR] H AT A
GELTIR

RUESA HAMACEYIT . ST AR B 3 e S B DA SR R S . AR
RAEAE RN RN B0 B L L L3 A58 BB RO o %)) LIS KGR IR 28 At 2 S AR 10 2%
VEZOR, ST 123 2 ILE, WA RIDYRERTTAIEAE, 7 15 LRIEE,
2240 ) LRI Gy A1, R DL AR A I@AT S5 3R I, T REms 38 Ja RAE KK H
T SRR EE 1 — R TR S SRR AR I L, 5 IR R AR L A7 7E 55
PEARAIR DL, (875 B LAEA KR B A B 5 PR IR 52 LR . A2 JOE Ja
BRI INVHLRRG 5 B RUEY) B s St i AL 7 (Blan e =0, mrsif
=, 0, ATP, MEARKET) , (ERAMEE T LLAGELE 5 #RT ULE SR BOF 7 ST
R GRITEEAR 2o AR 1 PR SRR R DR P00 55 P S2 A R B o B B RAE AR ik
RIS . (HIE IR SR : HRAPRESMRER DL KRG, R SE R S A7 1L,
BUER AL TR PR, ™ EFEN 5 1 TR L R AT i

FENRCERE T, AEVR Rt — R AR 905 5 VRO A IR R I e 2% IR B
RIS It e S B (s 5 o D0 MERI SR A 2 oIl m BB Y C DL A A 21 YEfLish i 5
A 5 A S o A, ML RAE IR WA DL T A A I B R . T
BEE R RGN HE PR, LT B3 BRI RS T 405 55 TR S A U 1 I g 2
B IR E RSN . H AT IR YOG s A2 CEIApe al 2845 fE
i P RARVEPIR I R o XN EIE B K U = SR AN AT U A 28 0 ARFI 1
SXMETTHE T L SCERE . W R R T BRI R I
Bl 45 2R ST R AR

BFFCRI™, LR IR b = A R A AL =R SR A S A B HRER R,
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SR LE GENVEN) o A A B 2R FEE S R gl vl DA B A 5 2 4% o SN IR A A
Lo B 22 2 4RI I _E /T R A5 9 SR 2 IR LB SRR S T ) B T R B T iR
B I MR B 25 7 BT 1) A A, S A A T A AR % T BN 3 BRI AR A
22T Yk N A5E T S S 1 o, AT Sk 55 )R 8 B gl mT LK B AR o 1) 56 200 1 3 I
Rz, B B AR F KT RIET DL 15 i sz 4%, RIS et e (G
HORBO o RS R R OIS T SRR A IR AN A AL B L, DA
A TR HIE A B2l 0 F R AR, BSOS A FHE S, W HAAE,
SR, REEEIN R SE BT IR A it , PG AN TR B B AR Y R AT A
M2 LT YRR A AR AR 3

NP 2 g8 R] LI oK B 1R N SRS AT (5 B AT SR G AL . 37 1%
. BB O A A A7 AT DU B, b1 i i Lo A ) R B i 4
B IE BN R RA— 52 RN BAS KON AR RSO (3K, AR R 2T 4 IR 4% 3 A SRk 2
A]FRIAR S T SE LI, e 28 58 ORI 115 B IR BE A RRCR, - AT AR b ot — 2 ) B o
RS T SR, PUEE . oA e A REim a1 F 05 F i 2 2 A o LS 5 (T
VLR PRAE AT A 2 AL T Bt A= 2E)  ARUIE 26 b oo Bl A I
AL IO B = I I A e T AR, 5 RS S I B RN B R AP 22 e,
P58 R 22 O L2 TA) AR BB 58 DL R R ik KF B 43 BA% 3, ANTIDRE FLAE 5 ey 2 i
SRR . flhn, @R GABA MR A S A HI I A

H % Jr LA AT e UK S 22 9 MR R I e B R 2 R A T B A T
IR DA 538 I R iy D RF R S AR T P AE B, TR R 2 A E TR % 1 B R R
LA MR ML e R A R WIBE S Cearly posttranslational changes) £8P M &
WS JS (R IR 2 5% 5 U I 45 R o T & e FVRE R IM15 5 20 7 8 shRr R UG S g 2 &7
A RFEPERRZ (T E8ME (neuroplasticity) B, X eig 42 {5 I 2] 1 ok A R A JE IS s %
PRI~ (RIS e AR A OGS R R 3R A o TR AR 28 70 B o X e sk A% 11 AR 40 H B 358 40 A 1R (1) 2
Rers . R Al ot DAAAE RO R = AR IR B RE 77 . B e Ui 2 1R
KL T R 42 0 ) FE Rt U (basal senstivity D[] IRF e 28 4622 i 28 24 3 H 5 mi 4%
MRGM TR . BIRME AT UL REE M EA IS BV AE15 HO B A N B
Bl B0, IR IR L5 | S )R R AR DA A B A R B P O, N A SR A 4
KU C KA A2 RE .

/R Sy MRASAY T 1985 -4 Hunskaar S5 A$&HY, A A1 VRS A8 2R B bRt 77 12
BRAL SIS« AR e SE 3 B SR TERORARGS  [RI 02 B R RAR A E A
PERIRTRBAL . BBCGRBUREAY . i m iRl S8 4 IRVEFIRR AL Ay MR B A
o (EAR /R S MR A AW T R BT HL ] P oy e SRR A, AT DR SRt PR B S R
VIR (107 A2 DA R LR SR MR PORPIRS B2 s N F 00k 7 25 b 245 1 B OR 1 22
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RERR . HAIRIE AR NP IR 55—, BIFE S AR S AR R SR e IR ) ¢
VERRIL, RIRLAMIFEAIR L, BRIz R S e . BAT, #7858 5-10 704,
AR WU RN 2 IR, AR EE RS, B UGHEL ERAORAT N
%: 30-40 I3, BILRELY 1/ o ASSS AR R AT N S 2 K OURIR S N I B — 2
A BTN G — AR B TA75 35 1R R i B 32 BUAR R Sh AR B R AR Y,
(SRR BE, T 58 AR PR AT D9 5 4% Fob 48 R A I 51 Ak 1 PR SR SO AR DR

S FL AV A T T AT PRS2 S i S AL B SRR R AR T D R A AR R T
P o ARSCIGH ORI, AR D ARAE T B 1 M 4 42715 (dorsal root ganglia DRG) #1Z To 4
JCIIR AT e B IE 0. M52 BIRE e I a) . S B P RIS, A R AR #2271 (dorsal
root ganglia DRG) #1£¢ yu ;= A= s F AL AN 5 1R & shos B ZHAH LE 3G N, AR SEEs #if 9t
ok SR X 2t N A 220 EE R AR TR R T AR A 42 A 4 s v AR B 1) 4 SRR — B
1B 5 3 24 AT 2 MR AR A T AP T AT PRI AU 4E A S . P R B P AL £ b
DRI 2 AR AR R S 2Rk 72, 10 B3 VR AL 25 R 1 A SO AR — Fh Al L 5, BAR
AR RIS N AR A 0 A BRI, (B I A FR 0 28 K AT e X il
&P B TR S RS AR R, S BN 0 S D A R0 T y-
I T IR (y-aminobulanoic acid, GABA) RS iR I /b, A8 A5 (1) 5 ik iy #0081 46 FH 953
B AR IR IR B

ARSI X BPE B DRG #& o B A T Id S R IB AL RR LS, L6 IHRME
TN 2 ST B S T KT 5 e R AL AH B TS B B AR Ak o ORI R 43 A R Y R T AR A
2R U2 ) S NS (VA G S QK A 1 B L P i €= N R D& AL L S NEER DA G
EHEZ S ERAL I ER AL UL R E R TBCRIE B o X R P AZ bR Ao 48 0 A 7
R IEE E ARG ARIEIE  (Voltage-gated potasium | Ky)Z B SHAE B A7 772 A A (5] FR) 500«
Ky 390 AP JCH 9 B 5 K2 5200 AP AR T I HL7E v A7 FR o e ek 40 i b 4 £ 5
Ky3 IESE AL IR ML FE . I X S R A N 5105 B R B, shE RN
BPFE, iR A DA S B FEAR OG o Ky A1 T B B B A 28 T Y By PR TR A e B AR H
A BB B RIS 5 1 P AT Y DL RO B A AR ANE R S B A R
VK 51 DRG M4 UM AT ML I, A& S BRI EE 3™ . R MR AR AL R DRG
TR TCHIN AT TE LA K AP el R AR AR, 5 KBIE % DL FBRIE b e . i K
38 3 BEL BB 7)) 20 DRG #0128 e B A AP 48 70 K FELR i, 2t B 67 2 M4k o AP R B [
B DA B B FRAL A R B, 3 2 B O R R i R R B R TR R ™ . Safronov™
SEFE DRG B/ G ML BIZE R B A KliE (TIK) %F RP (¥ E KIEHER, [H
I 7E R 5E DRG #HZ2 7T AP 774 i ) A7 LA K. APP R FAR AR, M H NS5 AP 1)
AL FE, PR SR BARZ A B4 B A7 B FE

1 FL A R AR AL AL AR A B I A, SRR B Na J@IE KR AT, Na K&
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REE AP s E i r, B A (I — G FHE B H AL B F AL AR AR 3 S
HLAT 132 ) A7 R P 7 S AR A RERR AT DA S B SR fid g A\ A5 B 42 ek R s 1 Hl
LIIHME R EE ™ o TR AR o MR ZEL IR LS /K S () BRI R R A i B2 2 S0 SR A5 5 RS, 4
HE b L HL AL KT B s SR FRLAE R B e AR B A BRI, A T AR A 22 T e 4 ekt A1 A R Bk
FIRBURE I N, I P4 A PER N 2t IR M AT BT o X A 2 L I AP 2275
FPERAS T RIS AR A 2 T i 2 0 VR B ORI I ORI, S2 A5 P AR B AR B I R
5 IEH St fEZHAH B A B S BRI

KEUEHEHE R 28245 J5 » DRG A48 0 1) 57 Pt MR AT Na JH 18 1) 5% 7 sl FRL IR 3 In
M T I A HE L EE 2], Na 38 T B Befr 771 6 76 46 20008 BP0 6 T AR PR A I R .
TV BT R BB 4% J5 B0Fh Na 38 18 302 & A 3Rk B, n TTX-S fY Na'Ji & 37 7Y
Na,1. 3, (NFEERGIAA A sk, mAE AL B2 I A G Rk b & B . e R
P IPER A Na, 1. 1. Na,l. 3. Na.l. 6. Na,1.7. Na,1.8 DL Na,1.9 W REE A ",

A SIS TR AR R By bk 28 PRI AY BT AR 42 5T s 2 T B A FEAL I I 2 CAPDsg)
HBAE 5 IEH s AL = A B 22 5 B R A A e S B () DRG 14
TCEIE AL B FE(APDso) G i1, FF HSEPER I, 25 FE X v Re 2 i T Sh s B A [
SER SR A ERDIA A . WFFRRE™ K H SRS #1EIE (large conducatance
Ca?* activated K* channels,BKca) X &)1 A7 i i 1 5 1 88 LA FH o 400 M ot 2 A A A 75 4
JEA Ca® /KT H NI BKca JBIE, SEEE T AN 540 MR AR AL 2E . T BKeca
BT Ca?* PRI P2 A A7 S BIRP 2 T I A R . 1T BK o 3838 1 2K U 2> il f 22
JCH LM AT Chyperexcitability) M5, FL28 FEURRMIKL . SRR EEHA DRG
P22 TG BK ca B FLIE AR WARGE, A7) 75 2t — ot

2% b, AE/R DybR 2 VEA Y B DRG #4148 70 % wv PR 39 0 LA R B4 B AL B 25 S 40 e,
FEW PR e R F R R T, A NSRS A . SR Bk
DL AT RE S A BETY AP i g g n, 320 SBUP AR I A . X e n] ¥
PR AR AT e A 28 1R 7 A DL AR B A AE I SR AT
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SRAMRE

(Conclusion)

1 4518 -
9 PRI 14 I 5] GRURR E 2 TT A PERE h
2 BB

F-201H 20 Q0FEAR [ BRI 72 4 C(IASP) H5 9908 7€ XN “—Fi 5 20 445455 el A 4H.
AT AR S AN T PR P 2 LR B AR SRR 6 o IR N AR 2 50 R R I R RN
PRI B8 3 1 2 B (R 2 — o T 48 V2 DAL AR I 190 R0 iR R DA B e R R B8 52 53 ik
SR Rt S R A I A ) A B A AT I S e LA 0 I ) 2R BB AR 2 T 7 A B
VERAI B IR T, R ILA PSR Sprague Dawley K B HE #4875 i 2 70t IR Sh A6 Ha A7 3
BN, BREFG, WA PR SN A I IR L. LR 2k R R I R B 1% ST
T BRI H BAE HL AL I SR N T, BT UG T 5 1R 40 28705 7 70 AR O J s B
FIR RIS, JCHGRTE R MR R AR B IR SN E R, Rk, WSO AR M T A
TUAE J& VEAP G IR e A2 R TR BRI R AT TS R VE S Kk — 2D R ) 98 M o 22 e 1) EE A
FIR TR BRI TCIR T BE 05, Ay BEIE L R NI FORf 78 A0 A i 28 D4 PR3 I 51 B2 4R
Yo ¥, 3R AR A _E AR R R R AR, AEEAEIE R, RA TR RME
T F BIAME BATE 2 RS B B R TR PR AR, 82 BORIG IR ST H AN ]
BRI B A —
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