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BWE zhrmuRERR)2&AaH2X(OFR), RKEEENANERAPHERNE W, 2R &
SR, A RREMSET &S (ip)LRF 0.067, 0.67 mmol-mouse-! HEMEF; HMKF, HRMNESN LRF
0.106~0,665 nmol-mouse~! HFRMBAE; E—SWRRAOFR MMy Ca® HHENRR, M £ EN
%, EEm¥P, EGTA W OFR g fe/l, FERM R ICH, &% 830 KMEA SR OFR A%,

RABA KakE RBERARX FHRLHE ERRT

AR, HEE HHEOxygen free radic-
als, OFR)M 32, MEHAGOLLAL, W 0F
RED RS ES T MBI B & KD, R
AFRz—, RAVEN OFR KT L5 Fom= A
5458, %K OFR AR THM™. ¥, &X
RN By RESS OFR mgsik, % SAM
¥R OFR Hsmmis sk iR B R
ARG T, RENARE. OOFRX Mt
g%, @ OFR Bu% 5 Ca® W7, OB,
B2 EMEM S OFR BXR,

1 XRBBENE

1.1 HBERHN SRR LEAYRNREA%
Iy BEMLYELESOD), HEEHAR LB
ART HREREKEN R, RBRTHE B
B, EEASRAAR FEHLK, PEEZH
AR LBHAT, BRRE, FEHFHE,
RRELZ®, EWSEARANT, AREEC, b
R KA AR

1.2 59 18~22e BRWADAER, H L RIY
8 . ,

1.3 OFR™A:fkR™ ZEBR FHBRE (Rib-
oflavin, RE)ERABHES 2 4, 14 P8
¥, fExtHE, AFRF4, 51 HEOWHRTTF
#8610 cm 4k B8 5% 12]min, Bl > 4 OFR, BT
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LRF (lighted riboeflavin, LRF)4,
OFREE k. HAMRAEC(Cytochromec,
Cyt-CotkE#ERNE O, B T, WKER
S RIMA RS M 1,95 m1(0.13 mmol),Cyt-C
0.04 ml (24 nmol), RF 0.01 ml (IR EE i 2 mg-
100 mi-*~12.5 mg-100 mi-Y), |HFLHEKR,
3BEENAES50 nm 1 557 am AbLl 1cm & ALK
fa, ZKA%R, 1B LA (550~557 am), FIRW\A

2 C= SOt Cyt-C BB AR, B Bl %

7 O, regER, Rhowkan BE (cm),
SHEEREESETF21.0nmolecm™?, FRMT,
(xts, n=8)

BRERERN v

® 12.5mg - 100 ml-' B}, C=9.0x10"6%
0.22x10-4 nmol ’

® 5mge100ml-tpf, C=2.9x10"%%0.18
X 10-¢ amol .

® 2.5mg+100m1-1p$,C=0.95%10"!£0,14
x10-*nmol
1.4 EEPBKNESEGntrathecal injecti-
on, ith)w

#HEMREBERGN, BR2FEHLS5. LoFR%
&, URBRARAKAMPEHNRIGE, EHE
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1.5 @iiEAE: REFIRRY, EREW. K
BREES., BRECISHSRELIRET.
1.6 I, BESREED OFRMWE ME2EL
REBUER10 min, MRFL, R@. AL, 8
M3 450.2~0.3 ml- H -y B FELIE, ITFBE,
A AKNNS) 0.15 ml Megh, BAEBBELA0.3
~0.4 ml- B-1, Prigam. Bl L REK
Z# (Thiobarbituric acid, TBA) W -8
(Malondiadehyde, MDA) &,

2 XRBRER

2.1 Hi@REHE MR—BER BE BWH5E
Fa g Ginfraplantar injection, ipl)LRF ¢.67
mmol/R F10.067 mmol/ 8, %7 A& 4 {EMINs
25°Ch}, SOD 5 LRF 4£i8 10 min FF ipl(ER
LRF 0.67 mmol, SOD 0.91 pmol), MZ R4
TR, MAE 1R, £YOFR ENAAAFHA
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A: LRF 0.67mmol/R

B: RF 0.67mmol/R

C: LRF ¢.067mmol/R

D: RF 0.067mmol/5

E: SOD ¢.9ipmol/R + LRF(0.67mmol/ 5!
F: SOD 0.91pmol/R +RF(0.67mmol/R
%k k3 P<0.001, %% P<0.01, kP<0.05

M1 HREEM LREMERn=10, X £s

2.1.2 MNEERBL A 1.0cm s, ¢ LRF 0,67
mmol. H-!, RARKERED, THELA, M
JGSE, 10 min, 30 min B ERBRN. 2%
SRR BB (P <0.05~0,01), %8 OFR
BHEMER.
2.2 MEBAESGtH)HLRF X% % fEm
"R 4 81 ith LRF 0.106 nmol/ 1, 0.265
nmol. J1~, 0.665 nmol/ J MW IRERE M,
ARBEFB AR B, ith 10 min J5ikMM (8

2), #ith OFR #K# SOD 5 VitE, sminf
Fith LRF, MR OFR M, RES,

O—LRF 0.665nmol » 1 -1
H—LRF 0.106nmol » B-!

A—LRF 0.265nmol « 1-1

A—RF 0.665nmol « K-t .

k% P<0.01, kP<0.05 vs RF group
B2 /pRIth LRFSEERNE Eoyetdhe

n=10 xzs

ime
D o fo  mn

@—@LRF 0.665nmol- j1-1

O—OSOD ¢.07pmol/R +LRF;0.665nmol/ )1
A—AVitE 0.37inmol/R +LRF 0, 665nmol/R
%% P <0.01 vs LRF group

B3 ER&ELL, VitEs SOD BN LRFA#M
aa“ﬁﬂn =10’ 7i S

S5O P: 28, B 4 5l ith LRF ¢.106
nmol/H, 0.265amol/H,0.665 nmol/RATE
FHREERBCP <0.05~0.01),10minfE%,30min
MR ERIGN, RATREELMY. HPE
3702 4 0 JE 4 F B U AR 90 i
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@®—@OLRF 0.66nmol/R
[J—~DEGTA 1opmol/R +LRF 0.665nmol/R
A—ANim 2nmol/R +LRF 0.665nmol/ 5
H—WVer 10nmol/R-"+LRF 0.665nmol/R
%% P<0.01, %P <0.05 ,
B4 ERRELE, EGTAfuVer& Nin 3 LRF
HNBBEM R =10 x =3

Ca** 4% EGTA = Ca®* Fbu 4ids tak. B
TP st 4t OFR ok A, # & OFR
RER/BETHSRM 248 Ca** i AR,

2.4 EFHEMAEEOFRAE K WEBW B/
.20 R, Ba#lsrR 24, 4 5lip NS 0.2ml/R
ME AR 0,12 pmol/H, BHEPIERI0 min Ky
MbkB, 10 min FERMBEBE NS &, ¥ MDA,
R LM A MR (Potassium antimony tar-
trate, PAYBUB4L/M R MDA ff HBHA®, WE
I,

2.5 BIRTIEARCAsp)Fm k3 (Ind) 8 5% 1ER
HOFR@ER /MBU40R, FENS B4 4, 55
# R Asp, Tndy 30 min J5¥ ip PA 0.12pmol.

Ry R mardidRaky, HHuh Rk
W MDA f, 4 53k¥ % MDA {4k PA%
HANERED). FHES TR, ith Asp 1.1
pmol/R, Ind 0.013pmol/R, ZERE L&
B REMER, Bk ith Asp, Ind J5 5 min,

. Hith LRF o0.6651mol/H, HjAsp, Ind 5

LRF gyt A EHEN, RREKROFRA #2Y
Asp, Ind B¥BEBILY .
3 g

OFR fEy—Fh R WA B, M RAER D,
B OFR WA By FHu k> 9, Hinit OFR S mH
REERANER, AXRA—-ERWERENLR,
EREH N EMGRER, M=4HEE K OFR,
S0 e R, R (<30S DM B AR RS Wik,
HREH, EIRMEEAKT, OFR 1y F HmM

| SEMER. RA1EH OFR SUMAM M MR EE &

FOFREHAMMR LN EARERE, 8B(DA
YR L EFHE TSI SR, Na*—K*—
ATPase F#ERE{R, HAMP Nat—Ca® 32 il
fms MR EG Cat X2 Ca¥t BEH, HRER
Ca* BEXEBM™, M Ca®* WARA, BE
THUEE A,, MIEBHEREE, BB TMER, 4
BRAENEZHALTs). HFREPGs), LK
gEmAs R, @A Ca* L, 7 & KEEH
ZHINERE, hAMEEH, ARBRBENR
K. REHEEESEE IR ME 4 M 5 Ca* BEA
apape, REIRZIAA Ca?*y RF EGTA, REEAE
Hash Cat*y, ZIEMNHTHH OFR 1y 3 58 M4k
M, #—Hiiss OFR BRfmE S Ca®* H%,

B EERSHCANAsp&Ind+ PATM, MEHRAEMDAMKEN(n=10, x £s5)

# B MDA(nmol/ml)
a4 5 BRYBRB i O
pmol/ R 4 TR ¥ B WK
- Ns. - . ip - 16.5£3.2 6.2:2.1
PA 0.12 ip 35.5+£10.5** 31.0%2.1* 12,41+3.8**
Asp +PA ig+ip
1 11+0.12 14.8+8.5*° 15.4+1,8°** 6.8+1.9**
2 T 8.5+0.12 | 21,5+11.5*° 22,3+2,5** 9.6+£2.4%
Ind +PA ig+ip :
1 0.55+0,12 11.6£7.4°*° 14,2+1.7** 4,912.0%*
2 0.28+0.12 25.0+7.3** 18.512.3** 9,8+1.8%*
+ + P<0.01 vs NS group
*%kP<0.01 vs PA group
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O—OLRF 0,665nmol/ R
A—AInd 0.013pmol/R
l—MAsp 1.1 pmol/R
...... NS '
O—[Ind 0.013umol/ 5t +LRF 0.665nmol/R
A—~AAsp 1.1umol/R +LRF 0.665nmol/R
¥ % P<0.01, %xP<0.05 vs NS group

" # P<0.01 vs LRF group

H5 Aspaindxiith LREZ¥M MWL M.
n=10, x s

E5RENY, B kikZ% (NSAIDs)
i Asp, Ind ik FEREFESH, 188 Kk HAR
HUONSAIDs & PHRERMER. R X3 Asps
Ind &% FES, LR R RN ek MDA &%,
#03 Asp, Ind BREMAOAEYE OFR A%, X
RS Asp, Ind M35 HE, WA B4 MR ER KIS
AR, MWH PGs el BT OFR WEPGG,
#75% PGH, gy B4R, HMEHEOFR #iM
¥, Wb, EREREHE B, Asp, Ind ith
BEYEER, XE5MH PGs & R A% WHE
ith Asp, Ind XX WxiHisrE¥E OFR ) 5 8tk
M, RAEWHEOFR 25T Asp, Ind {¥ S5
b, %T PGs 5 OFR WALz | A A%
B, NiAERE—BHE.

& LR, OFR ZEANAMEHE K¥, HER
MBS ER #ERSE Ca® %, WH Cat'dy

SARGA RN Asp, Ind TR BlEH.
%29 Asp, Ind SRR, W OFR B4,
#7 OFR 5T Asp, Ind RBUBHLH.
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Studies of the Relationship between the Algesia and Hyperalgesia of
OFR and the Analgesia of Aspirin and Indomethacin

Wang Jie, Song Bi-wei, Ma Chuan-gen et al
(Dept. of Pharmacology, Anhui Medica! University, Hefei 230032)

Abstract By 1 ighting riboflavin to produce OFR, we studied the role of OFR in spinal
and peripheral pain. Intraplantar injection (ipl) LRF at dose of 0.67 mmol/mice or ¢.067mmol/
mice in one hind paw could induce peripheral pain, Intrathecal injection (ith) LRF 0.106~0.665
nmol/mice could induce spinal hyperalgesia. More research suggest that calcium might mediate
the spinal hyperalgesia of OFR and scavenging PFR might involve in the analgesia of ASP, IND.

Key words: oxygen free radicals; lighted ribotlavin, aspirin; indomethacin
(on page 8)





