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Anti-nociception of Marasmius androsaceus ethanolic extract in rat model of
neuropathic pain
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Abstract: Objective To evaluate the analgesic effects and mechanism of Marasmius androsaceus ethanolic extract (MAEE) in
chronic constriction injury induced neuropathic pain. Methods Totally 40 adult SD rats were randomly divided into Sham group,
model group, high-, mid-, and low-dose (800, 400, and 200 mg/kg) MA groups. After 14 d of CCI, rats were continually treated with
different doses of MAEE by ig administration for 7 d. Mechanical withdrawal thresholds (MWT) and thermal withdrawal latency
(TWL) were tested. After 7 d, spinal dorsal horns (L,—Lg) of rats were taken. Expression of TNF-a and IL-1p was determined by
ELISA and qRT-PCR respectively, and the expression level of MAPK signaling way proteins was determined by Western blotting in the
spinal dorsal horn (Ly;—Lg) of rats. Results Compared with model group, the pain threshold increased in MA group in a
dose-dependent manner by repeated administration of MA for 7 d (P<0.0500.01). The expression of TNF-o and IL-1f decreased after
MA treated, and MA can also reduce the expression of p-ERK, p-p38, and p-JNK MAPK in spinal cord of CCI rats (P < 0.05, 0.01).
Conclusion MA can relieve the pain in rat models of chronic constriction injury of sciatic nerve in a dose-dependent manner. The
possible mechanism is that attenuating the expression of TNF-a and IL-1f and decreasing the expression level of MAPK signaling way
proteins in spinal cord.
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* 2 BHEKRLEEE S MWT BT (X £5,n=8)
Table 2 Changes of MWT in rats among different groups at different time points (X *s, n =8)

Tl MWT/g
21 51 N N -
(mgkg™) AR ST ] 2i1d e 3d $heis5d he7d 5%i1d Fgi2d  1$253d
BFEA  —  1043140.8210.334£0.93"10.1740.95" 10.46+0.93" 11.21£1.27" 10.23+£0.70" 10.67+1.19" 9.88+1.01" 9.96+0.90"
Y —  10.484+0.79 2254039 2134030 2874028 2.84+0.34 2504039 2.73+£0.32 2574026 2.724045
MAEE 200 10.28+0.78 2.184+0.36 3.17+0.17 4.75+£0.27" 5.0840.31" 5254023 4174027 3.42+£0.27" 2.92+0.22
400 9.90+0.79 1.9340.19 6.08+0.66" 6.83+£0.72" 7.38+1.22" 7.83+1.00" 5.5840.69" 4.25+0.69" 3.34+0.43
800 9.984+0.79 2274024 7.08+£0.79" 8.084+0.46" 7.881+0.78" 9.461+1.09" 6.92+0.22" 5.754+0.38" 4.4240.38"
SR "P<0.05 “P<0.01, K
"P<0.05 "P<0.01 vs model group, same as below
x3 BEXBRAREAES TWL BT (X £5,n=8)
Table 3 Changes of TWL in rats among different groups at different time points (X s, n =8)
pillE=—v] . o TWL/s
451 AT T
(mgkg™) 1d 3d 5d 7d 8d 9d 10d
BFEAR  — 13.51%£1.17 13.47£0.97713.0240.81" 13.76£0.76™ 13.42+0.85" 13.69+1.09713.79+0.75" 13.844+0.98" 13.31+1.16™
Y —  12.904+0.58 5.98+0.15 6274020 624+0.19 6.90+031 6.82+0.16 6.60+0.25 6231030 6.6410.38
MAEE 200 13.67+1.17 592£036 7.514£0.60 8.18+0.54™ 82240.26" 8.53+0.50" 7.2240.14" 6.57£0.12 6.80%0.27
400 14.074038 6.1940.19 92140237 10.23+0.60" 10.24+0.42" 10.27+0.44" 8.174+0.23" 7.43+0.23" 7.07+0.36
800 13.47+0.38 6.04+024 10.7740.72" 11.28+0.46" 11.88+0.55" 11.95+0.47" 9.824+0.20" 7.87+0.28" 7.24+0.17
400 = 100
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= 1004 -
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= 4 o an)
£ 2 3
< < *
S - : S T
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N T T = 2 ox
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-= T 1T -I-
0 L] L] L] L ] L] 0 L} " L] | L]
BFEAR B 200 400 800 TR i) 200 400 800
MAEE/(mg-kg ") MAEE/(mg-kg ")

2 CCI KR4 F MAEE 5T TNF-o #1 IL-1p BYRIE (X +5,n=6)
Fig. 2 Suppression of MAEE on expression of TNF-a and IL-1p in CCI rats (X £, n = 6)
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(2R IEKFE B2 ETF (P<<0.05. 0.01); g
Eb4E, CCI K AE MAEE AR 2 7d 5, B
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FHEH 2R E (P<0.05. 0.01). 453 0LK 3.

W p-ERK
237 O p-INK
@ p-p38

AT R K

BFAR B 200 400 800
MAEE/(mg-kg ")

3 Western blotting ;5 & 88 L,-Le 775 p-ERK. p-JNK #1 p-p38 MAPK &R FRIEKTE (X £5,n=3)
Fig. 3 Relative expression levels of p-ERK, p-JNK, and p-p38 MAPK signaling way proteins in spinal dorsal horns (L,—Ls)

of rats detected by Western blotting (X Xs, n=3)
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