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ABSTRACT

This study aims to examine the effects on nociceptive neuron excitability by application
of electroacupuncture and Meloxicam gel in rat with inflammation. It used 24 rats for
experiment, divided them into control group, electroacupuncture group(EA group),
Meloxicam group(ME group), combination of electroacupuncture with Meloxicam
group(EA+ME group), caused hyperalgesia by injecting A-carrageenan into hindpaw and
conducted treatment three times for experimental period. Noxious flexion withdrawal
reflex(NFR) and somatosensory evoked potential(SEP) were measured immediately after
induction, at 24 hours, 48 hours and 72 hours after induction.

Change of NFR(reaction time, RMS) showed no significant differences among EA
group, Meloxicam group, and EA+Meloxicam group, but all treatment groups showed
significant differences compared to control group from 48 hours. In NFR threshold, there
were significant differences between EA+Meloxicam and other groups. In SEP amplitude,
there were significant differences between EA+Meloxicam and control group from 48
hours.

This study showed that EA+Meloxicam gel had an effect on nociceptive neurone
excitability. Therefore, it is considered that appropriate combination of anti-inflammatory
drug with electroacupuncture for pain control will be very desirable.
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49 ZE AA YA A¥E £
Qow, ARz &g Xz LA
g & 9t $499e ¥4 459
34 54gveE vys & Ut =%
A7AMEA $%(neuropathic pain)

SxAZA WE Fo AT 3
3 (Guenette et al, 2007), o]&3 FF
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steroidal ani-inflammatory drugs; NSAIDs)
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cycloxygenase(COX) & A 8t
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electrical nerve stimulation; TENS)#} &7

_47_



55348 A% M8 & FFH P2
2 4384 dow, #5449 ¢ 43S
£ F(anti-hyperalgesic effect)7} wj$- & A
o7 B3 tHZhang et al, 2005).

ARAF s FFABANA WAL
olUEHo] ANHY, Fufd ME ¥
3 ukgo] frEHed, ANEQR H)e H%
H4 4% A enkephalin®} B-endorphing]
BHlsel, TUEI0 e 3432 (dorsal
hom)olA] dynorphing #HI3le FF&
ZA%E Aoz HuH3 oHHuang et
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Table 1. Experimental group
Group Characteristic N
I Control group 6
it Electroacupuncture 6
m Meloxicam gel 6
v Meloxicam gel + Electroacupuncture 6
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Figure 1. Comparison of NFR(%) threshold before and after treatment among groups.
Values are meantSE. There were significant differences among groups in post
48hr(p<.001), and in post 72hr(p<.001).

a: significant differences between group Iand IV
b: significant differences between group II and MM
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c: significant differences between group Il and IV
d: significant differences from group I

Group 1: Control Group 0I: Electroacupuncture
Group MI: Meloxicam Group IV: Meloxicam+Electroacupuncture
2) Fotg=THIALel BESAIZE 1ot g zol7h Yeigtth. AARARAN FE F

HhEAIZE WSt Uidh g9 BAEACAA 8ATd e 1EF V& IE# VT Al

£479 4% A% 42 F uABAE o4, 2ARelE 12T NE AN &
FI8 Aot GNOH, #% F BAT @ Fo)7t YeksthFigure 2).
(p<.001), 72A)ZHp<00L)ol A Z Zhol 9
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~ 30 } -1
N3
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£ 2} o
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S L Pre 24 hr 48 hr 72 hr
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Figure 2. Comparison of NFR(%) reaction time before and after treatment among

groups.
Values are meantSE. There were significant differences among groups in post

48hr(p<.001), and in post 72hr(p<.001).

o
o=

a: significant differences between group Iand IV
b: significant differences between group I and IV
Group I : Control

Group I: Electroacupuncture

Group IMI: Meloxicam

Group IV: Meloxicam+Electroacupuncture

3) Rold=2JUAIC] AGX] X B3l AZHp<.01), 7221 (p<.001)ol A 2 7k &
a2 AF wiste i g iR ot Zol7t Ueitth ARFEARCAN At
A B4 FE AF, 2 F 24T F 48AZ A3 B 128 NV Al

o Aozt fNen, & F 48 oA g o)z} Uebtth(Figure 3).
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NFR RMS (%)

Pre 24 hr 48 hr 72 hr

Time (hr)

Figure 3. Comparison of NFR(%) RMS before and after treatment among groups.

Values are mean:SE. There were significant differences among groups in post
48hr(p<.01), and in post 72hr(p<.001).

a: significant differences between group Iand IV

Group I: Control

Group II: Electroacupuncture

Group III: Meloxicam

Group IV: Meloxicam+Electroacupuncture

1) MEALRWHY NZ Mg (p<05), 2AIZHp<O01)I N 2 Zhol froje

AZ wsel @ QY BURAAM 5 Aolrt etk AFAMIN 2 F 48
439§ 4%, FL F UNDAE § A, RAJAE 123 VE Al
g% Aok YUSH, L F 48N @ Ao|7t Lhehgtch(Figure 4).

—— 1
-1
——1

b=\

SEP amplitude (%)

a2 L Pre 24hr 48hr 72hr

Time (hr)

Figure 4. Comparison of SEP(%) amplitude before and after treatment among groups.
Values are meantSE. There were significant differences among groups in post
48hr(p<.05), and in post 72hr(p<.001).
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a: significant differences between group Iand IV
Group [: Control

Group 1I: Electroacupuncture

Group MI: Meloxicam

Group IV: Meloxicam+Electroacupuncture
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Z A (peripheral)o]u} FFA(central) FF,
-3 Ad (nociceptive) o] L} A 714
(neuropathic) 5% 44L& €54 ¢
-] HOmoiqui, 2007). °]2{ g A2
A #8718 VHEIANA AZHA T2
91743} (peripheral sensitization)& Y2.7]11,
of F F AN F F T FAA 72
o] AHer FYHA FFAUBA U734
o ¥gE FMIE FF
(central sensitization) & A
(Sandku'hler et al, 2000). we}A
o Ax AfHuAE FF4 ¢
o8 A7I% ALHe F4HAY AL 2
837 ¢ oy WEA FFRABAANA
WA olHEAY #HE FENA §5T
28 Yo7l AFASH 2L HYAH F
T2E 7134 g A7t Yol
RlC]-(Ohvelra & Prado, 2000). =3 =X
EoklAe o8 oj&e FE ZEFHA
A HYe FAog AgAFY _;;c__%r
o1g3te] otge) ANEHE A7)
1 93 A5 oA fkrHKozanoglu et al,

oL

Fo oy ¢

e F
ox
rg
oy
2] Y QL (T

==

}:l

o=
oo
T

2003). o] g HAAFo|Y FEe ¢ &
HE &3 PP FIA4 25 39
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