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Acute Nerve Compression Palsy
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Steroids and non-steroideal antiinflammatory drugs (NSAIDs) are often administered clinically
for the treatment of nerve compression injury. The present study dealt with evaluation of the effect
of steroids, NSAIDs (eyclooxygenase inhibitor) and Takeda AA 861 (lipoxygenase inhibitor} on the
function, using the sciatic functional indey, histology and microcirculation of the rat sciatic nerves
following compression.

The sciatic nerve of rats wrapped with a silicone tube with appropriate internal diameter caused
a compression to the nerve. [t was found that steroid therapy can prevent the functional impairment
caused by compression. Silicone rubber injection into the artery of the rat sciatic nerve revealed the
situation of vascular impairment.

The edema occured in the epineurium was prevented by steroid administration. Following
epineurectomy and application of silicone tube, this recovery was not recognized although steroid
was given.

NSAIDs (cyclooxygenase inhibitor) and/or Takeda AA-861 (lypoxigenase inhibitor) failed to
have any benifical effect.

Therefore it would be concluded that acute compression nerve palsy is caused by edema at
epineurium and the utilization of steroid is effective to prevent dysfunction due to the extrapathway
of arachidonic acid metabolism in inflammatory system.
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Fig.1 Steroids blocks synthesis of arachidonic
acid and NSAIDs blocks cyclooxygenase,
one of the pathway of arachidonic acid
metabolism, while Takeda AA 861 blocks

lipoxygenase, another pathway.
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Fig. 4

injury of the left sciatic Four
maximum value TOF (distance to
opposit foot), PL (print length), TS (total

spreding), 1T (distance between intermedi-

nerve.
for

ary toes) are retained for normal side

(above) and experimental side (below).
To obtain a sciatic functional index

(SEI), the four veriables measured on each

side were entered into this formula which

was derived empirically.

All rats were tested in a confined walkway
10cm wide by 90cm long with a dark shel-
ter at the end. A piece of bromphenol blue
paper (8.7
of floor of the corridor.
hind paws were dipped in the water, were
Imme-

<43¢m?®) was laid on the center
The rat, of which

put at the entrance of the corridor.
diately after the rat run, the paws print
appered on the paper which was removed
quickly from the walkway and was restor-

ed.




Fig.5 Proper seven square areas of peripheral
and three areas of center of the sciatic
nerve section were chosen to be assessed

for percent neural area.
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application caused a severe functional
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azone pretreatment as assessed by the SFL
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ared. ‘
8B NO significat  differences were seen
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Fig.9 Epineurectomy study. Segmental removal
of the epineurium affected no significant
functional deficit as assessed hy SFL
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Fig. 10 Steroid treatment study following eineur-
ectomy. The SFI score difference between
the dexamethazone group and control
group was not statistically significant (p »
0.05) at any points.
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The microcirculation of the rat sciatic

nerve injected with the Microfil (silicone

rubber injection compounds; MV-171).
A : steroid treated ; after 48hour.
B : control compressed ; after 48hour.

Vascular impairment was prevented by

steroid (dexametnazone 0.1ml/kg).
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POMBE R T X8, AR O T 2 TR L
TLEHalfiEMsid S L H 4 5. & i percent neural
area 5 EH 4 H PR %9 50% % 2o ALAL I RIS BB 1
ERNCR A 2k, SR THES LIS L
Ho s § SFLC L 2 BREEEM T & i
bHolelEns, MBI RL SRR S22l
WHECdH S Z L8 1o,

KERIL 2 (Wi LUt O A 7 v 4 PR o 1
BECHRE CIRCIBRTTIC & 2 Saig ppfeheht 4 2 230
AR L 7o hs, F ORS SRS FIOIER RS EE A I A&
Glafd s &,

1977 4¢, Rydevik &' 3 8iifs bR o) MU 1 ik o
O U BRI o 5
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SicimEoE BN THEL, BTl EIT I L%
WL TWd, o0y KR (AtHEREE
%ffwww)h;UUJ (f EREYIBRE DA 7 1
1 FHEEk) DMREZEZbbE 2L, EELRc s
BROEHBELIDABROKE R Fo— 7285 L8
&, BEELEOBRBNARBIC LD, M R
FHEAE L, F o — 73S T miniature  closed
OEEEELEI T EEZOND. wgrﬁmeu
BRIR S 25| s EH 5, MEERNOIL
TT2IERICRTHISRREN R 251t 5 5 2 L AVR[HE
EFlEn, AT oA FIEECHER ERGCE Ui
DHBERNICRADERIET 5 T L2 & D HRE O
MRELEET 2L ELIOND

FERIN 1 (Cyclooxygenase BERIOBHRE) A
7 a4 FOXESHE LEROZEEOBIETH S 45,
L DEIEH O 20 NSAIDDs OB RCHEL2b D
ThHb.

Piroxicam (NSAIDs) 2 BB 26 L, ad-

o e

juvant 74 $ carrageenin X % RO T, M5
A EHICEER S 5 C LA AN TE D SEIO

SRR RRY BT L At asan S B B IR OH R
MdE2Es, BIEHOSBEZEIRLE, £
piroxicam D Ch £ TOEET 1 H | HoREs
Zbase L LTI THZ 5 DHHF WY iz |
H 1 ERSG 0 1 BE2fERL 2. La L, piroxicam @
LRIHAH G BEY ChHBE LB LU Zy b DEE
FERRATHISEER & D AR IES* 1-5 me/kg & i
STV i, 1TH1ERSEED S 1EH 3
ek o) Fi 4 piroxicam OF #hMESE 4 L D~
WearEzons 01 H3EEREO 3HEEERL
T RIS 5 WINERE 2 E R L THBPAEA
BEEE (58H) kLA, Lal, ThsoRERE
OFER D 5 piroxicam (FHERH L HEE L5 2 40,

EC, 77 FrBEHLoHBTEENT2O0
BEurlhif@ishasrEzohtnsd, $abb
prostaglandins (PGs) % thromboxan 7 S #5F %53 5
EEFHY
% lipoxygenase ¢ & 4. Piroxicam & K ' fi @
NSAIDs |4 #1512 evelooxygenase 2 (EH L PGs
2 ¥ ORI S 2 A%, lipoxygenase (2 .k b 5
and LTs o EmRcEdL, ~HAT A
I 1f phospholipase iz ffIL 7 7 & F Y EEDO K &
HHT 52 En59, 73 % F B0 2 >ONRBREF

cvclooxygenase & leukotriens (LTs) 7%
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BT EA T o4 FERUBESHF TR
z £ B2 (Cyclooxygenase fH 5% &l & lipox-
vgenase R Rl ORI 45 #atE L 72, 5 AA 861
BEREERIZEHBsRTHE
YEH L, LTs O 4% 2 i3 EXNTH
HEEE 2 o lipoxygenase Bﬂ ff‘l ELTHWE, Ly
L, EBEHELENTH- 2. Th#AT o4 FD
BEIET 7% R vBERE Y A r— FRUADHES O
FHBF LS L TwaEEZ RS

HERT (R 7 04 FORFME L #iRE EREUBRED A
7t Figek) BEERIV (A7 oA B & Ags8mingg
DFERD G, AT 04 F e B oS 2 i0H U
BN omiTs X SN O miTRE 21T 5

Ch D MISRSE R MY T S LR O 6 S, &

roARE DR OMfT A5 S S i R & TR A
T 2 SR AN OMT R ERF S 1, BEEERRHEL
R a2

¥z, EERI-1 (A7 04 FOFMMN) B L UNEE
IV (A7 04 P EfREeNiTT OfE & D#BR
Al B o HHERRAE AR 4 4 & L R T, SRR
HEOEREEER I &5 1 2 REREEO MR ORI L L TD
HUER SRR RS O Rt b

@~,WW%ﬂWH,wmthH/&m%ﬁBﬁW

IXE AR - TS LT lia s Z 2d s,
%Iu&ﬁ@ﬁ&ﬁ?%ﬁ%w Efifict: & L ik b BRAR
R TR = £ 2 5

5Lk

s, lipoxygenase (-

5 1) Li0:23)

ef).}’??';?‘%),

& ', &

7y bOLFMREIET YA Fa—TREET ST
Lk D RET salEHRECNT AT A K
(phospholipase [HE/RD) 4 fk ¥ NSAIDs (cyeloox-
vgenase B/l 5 X ¥ lipoxygenase [ #) O %)
PRI oW TREERY, & HHERAAYICEE L 2R T
DEE R
1. #EHBIT 55 2—TONEINSHEE
HfEEE2EL 5,
2. A7 oA FEIECHRE EBOREE 24 Uik
FREA 55 & OVigES

KANOMfTRER 25 2 Lz k
D HEERAE R MR T 5,

3. NSAIDs (cyclooxygenase ffl #

FUHIIE

Al and/or
lipoxyvgenase BSERD AR - SILEETHD, 2
74 FOBMBRIRT 7% K BIG#H 27— F R4
O & D OIEHBIF LB L T D,

4. EEASE RO 50%0) percent neural area

T

iE i

PET I SEI T3l L 2o, fRtEaE s & &
Zehd

5. mﬁ’& EIAT R S SRR A 5 & s ¥
LN#EETH S

6. SFI {ZlifRHCER LRI o 28l & L T
fik & EUR B ER 0O Rz i i » B Ao SeBR ATl = 8 2

m%%zaubtu,:ﬁwt:wwﬁmnianm
KRS SRR ST AN RO o i AL &
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