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SiRNA T 18 M 4 PR R B AT AR A 22715 MireC
Fik M PKCe #5 (b BOWF 5

WANE T e, AR
(WL H 2GRS IR IR EE 2268, BTl 310053)

[{BE] HBHrY WEH NS /M4 RNA (small interference RNA, siRNA) % 58 4= 38 FG A 57 ( complete
freund’ s adjuvant, CFA) 1755 118 P 58 M R BB 75 SR 295 ( dorsal Toot ganglion, DRG) H' MrgC ( Mas-related G
protein- coupled receptor C, MrgC) mRNA 5 HFRIAMTHAE A, 024 E FIX K BUE R I8 B S 8 M DRG PKCe
258K 729 S AR AL ( phosphorylation of PKCe Ser729, p-PKCe Ser729) /K50, Fik M E SD
( Sprague-Dawley,SD) KK 16 L, Bf#L43 4 X siRNA £, MreC siRNA 4H , 54 8 H, KA &8 NIEE 5, W
KRG T AN Y NES 4 d,1 K/d,5 pe/d/ R, B2 4 d, RERA G RIKES CFA 0.1 mL Z37 18 M 58 1
FARAY S5 B H TR 25, EE LA 25 11 d AbFE, 43I T RSN E AT AT 452 4 d(CFA B0 h) (45255 d
(CFA #4524 h) 25245 11 d(CFA 38T d)5 A ARSI K BRUE R ML R 1] ( Paw withdrawal thresholds, PWTs) [
4k, PEGRE R PCR IERM M DRG MreC [ mRNA (93815, Sy 2G4 M B M DRC MreC Fik & ) p-PKCe
Ser729 Wi, R S 4 d HIR, A28 5 d PRALR R PWTs 34 BB T (P <0.01) ; A 25105 418 14,
PIZH R FLZ ] PWTs B B 22 5% . WIER4G 2 11d B K BUEMI L4-1L6 DRG MrgC mRNA Y335, 5% I8 siRNA 4 [
B MrgC siRNA £ 4% #1295 MrgC mRNA (KB R (P <0.01) ; MEE K BZA 25 11d i K BRI 14-1L6 DRG
MrgC 5 p-PKCe Ser729 K761k, 5411 siRNA ZH H AL, MrgC siRNA ZH £ DRG f MrgC FHEZ0 i 2 B B sl (P <
0.01),1fi p-PKCe Sex729 RYFITEANAEA W% FF+(P <0.05) . 51 MrgC siRNA J7 Benl T4 CFA MR e
KB 14-16 DRG MrgC mRNA 5 MrgC B35, Xt MrgC B T4/ fE B3 18 PKCe Ser729 BEBRALKIK S (B

AT K R S AL 4 o 5
[3%488] /DT RNA; MrgC; B 34 C e W Ser729 BEMR AL ; 18 ML S M T AR 275
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SiRNA interference on expression of MrgC and phosphorylation of PKCe in
ipsilateral dorsal root ganglion of rats with chronic inflammatory pain
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[ Abstract] Objective To observe the Interference effects of siRNA (small interference RNA) intrathecal injection
on the expression of mRNA and protein of MrgC, on PWTs ( paw withdrawal thresholds) and the phosphorylation of PKCe
Ser729 in ipsilateral DRG( dorsal root ganglion) of rats with chronic inflammatory pain induced by CFA ( complete freund’
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s adjuvant). Methods

siRNA group and MrgC siRNA group, 8 rats in each group. After success of intrathecal catheterization, corresponding

16 health adult male SD ( Sprague-Dawley) rats were randomly divided into 2 groups: control

siRNA was injected in rats for 4d, once a day, Spg/d per rat. The model of chronic inflammatory pain was established by
CFA (0. Iml per rat) subcutaneously injected into the right hind paw at 4th day post-administration, then two groups were
administrated corresponding siRNA on alternate day and executed at the 11th day post-administration. The PWTs were
measured at 5 time points of pre-intrathecal catheterization, pre-administration, 4th day post-administration (Oh post-CFA
injection) , 5th day post-administration(24h post-CFA injection), 11th day post-administration(7 d post-CFA injection).
The expression of MrgC mRNA in ipsilateral DRG was detected by fluorogenic quantitative PCR, and the expression of
MrgC and the phosphorylation of PKCe Ser729 in ipsilateral DRG was detected by immumofluorescence method. Result
Compared with 4th day post-administration, PWTs of both two groups at 5th day post-administration decreased significantly
(P<0.01). While there was no significant difference of PWTs between two groups at every detective time point.
Compared with control siRNA group, the expression of MrgC mRNA and the rate of MrgC positive cells in MrgC siRNA
group both decreased significantly (P <0.01,P <0.05), whereas the rate of p-PKCe Ser729 positive cells increased
obviously (P <0.05) at 11th day post-administration. Conclusion  MrgC siRNA can effectively interfere the expression
of mRNA and protein of MrgC in 14-L6 ipsilateral DRGs of rats with chronic inflammatory pain induced by CFA, and the
siRNA interference on MrgC can obviously up-regulate the phosphorylation of PKCe Ser729, while it has no significant

effect on PWTs of rats.
[ Key words)

TEPE R VEPCIR )12 A AE T4 Fh e Rs 19 2 A
m, ERTAIRAR 1 25 9 ] e 52 A sl 50 el e 5 4%
A ST 70 F49 10 DR 8RR AN A T2 P i AR G
AR SN JE 48 I 5 35 D BE AT T B B F 9 A
Jilal,

2001 4 % L) MrgC ( Mas-related G protein-
coupled receptor C, MrgC) J&—FFi B Y G & 11
RS2 AR, HEEDRANAE SM i #2228 8 v 5 98 o 9 ol A
SN R BT AR #4275 ((dorsal root ganglion, DRG)
=SR2 1 e /N R A 280 v B 3Rk
WFFCIESE MrgC 2 548 A E 5| & 1Y HM R o i L
IR B ICALS A BB, B H AT R A MrgC 4
SR HEE— B TRABESE

YA P9 A5 % T 07 F SR 1 C (protein kinase
C,PKC) J& — Ff 22 & B/ 75 & FR S , HL 3
PKCe 11 IR A1 & 9 8 S R T i bt 3 O i
PEAEFI™ . PKCe SR 1k 2 2 RE A 0 1) 3 A
B WEIERM MigC MR 4 T 5 PKC 2% IA
SHOT IR AR S 5 0L 37 5 42 9 B 4K ) ( compllete
freund’ s adjuvant, CFA ) 18 4 58 Py B AY | ¥ I8 v 5
MrgC /N4 RNA ( small interference RNA, siRNA) ,
MBI Fr Bext K U 14-16 DRG MrgC mRNA #l
SERIGRBTURAE HI RS PKCe 22012 729 mifis
IR 1L ( phosphorylation of PKCe Ser729, p-PKCe
Ser729) 7KV FIALBIR B 5200, Ay J5 2% MrgC A= B 2L
PRI RERIR AN AT T i

SiRNA ; MrgC ; Phosphorylation of PKCe Ser729 ; Chronic inflammatory pain ; Dorsal root ganglion

1 #RFTE*

1.1 SKIEzh¥

TE I i g fe B iEPE SD KRR 16 H, IR T 280
~300 g, {3 v 5L 50 s WA R W [ SCXK
(771)2013-0016] , F #7719 5 245 K24 52 56 sh 4 v oo
K[ SYXK(#7)2013-0184 ) , 4 5 19 18] 45 T W 4 2h
WIbRAE R RRE R H B AROK 12 h SRR AT, R
23 +2°C
1.2 FELWRFIFNE

MreC Hifd (415 :0121212030827 , 3 [E Abnova
HIRAF]) ; CFA (L5 051M8725, 3£ [ Sigma 2%
Al 3 2R L35 5 P (ALK 140214 BIOSS A H] ) ;
Z R PR A PR 7 (R RS e g A A PR A
F]) ; MrgC siRNA 5 Xf 8 siRNA (it 5. 3360; life
technologies v #] ) ; Goatanti-rabbit IgG ( it .
A120101F13; 2E [# Abnova A FR 2\ A ) ; Anti-PKCe
(phospho S729) antibody (it F1510; 3¢ [E Abnova
BBRA ) s Loe R PVP B R W (7 i 5
p0128; 38 2 K AE Wy £ R W52 B ) 5 Trizol: (Ht 5.
28218 ;life technologies 2% Fl) 180 % S 57 & (L 5.
RROA7TA, K& F AW AWl ) PCR A H & (5.
1725201 AP; 3 [® Bio-Rad A #]) , HA 344 [
FRorHTAL

Thermo VK % U1 #L ( 24 5. HM550, 3%
Thermo Scientific 23 7] ) ; #O'GC I 5 A2 W i3 s (A .
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AIR; H AR FREA A ) 5 503 6ot B (5
smartspec " plus, BIO-RAD /A 1)) ; %¢ % € f& PCR X
(5. CFX96™ Real-Time system, BIO-RAD 23] ) ;
WikE AL (S1000™ Thermal cycler, BIO-RAD /A #] ) ;
PE 545 (45 . PE-10,0D 0.5 mm, ID 0.25 mm; /A
A T TR b X2 R AR A PR A ) o
1.3 SLIEFHERFIF
1.3.1 HREHE P EE R

KEEEE 1 d )5, KA B 350 me/kg KL, 1
R T B, TR T B, VIO R R, B LI, 2
# LS o B HHR IS 1% PE-10 R OGS
HAHBEYRR BT s, LS 10 12 REHEL 3.5
em, WA WNE WG, B EHESN O, 28 A DL A
JeRk, I0H PE-10 2 THRZENA B, RIGIRE
3d A, BN T 10 pL thER A 2R N S EUEE 30 s
PIRUT BRENE |5 ~ 10 min PR 1EH# 0K BT )5
1.3.2  CFA 12 VEaePEymsinl

MK B T A2 HH ) B OGT 7 1 A CFA
(0.1 mL/ ) 4 h J5 3 35 OG5 Jay i 1 B 480 I,
I L0 BRI D8 o B, R BR B G I IR AR AT R 2L 4
JALLEM
1.4 Wz ESAE
1.4.1 SEeahysri

REATEHNEEARGIRE 5 d, KoK RS 2
g5 R B, BE ML 5> O W 4L, XF IR SsiRNA 41 Al MrgC
siRNA 4,141 8 H
1.4.2  Z9¥Beil 5 525 s b 2
1.4.2.1 2591l

MrgC siRNA JF# 1) ') 5'-CAUGUCAGCUAU
UAUAUGUt-ps-t-3" Fll 3'-t-ps-t GUACAGUCGAUAA
UAUACA-5"; 4% fi X B8 siRNA J¢ %1 K 5
CAAGUUAUC UAGUAAUUAUa-ps-t-3 #l1 3'-t-ps-a
GUU CAA UAG AUC AUU AAU A-5', ARG “t”
R 2-0-H EE PR EWERZ 1T ; “a” fR 3R 27-0- 1 KL iR i
ﬂ/%;“ps" RERACHE IR B, Y8 life technologies o
Al £, # siRNA 50 pg fill A DEPC 7K 43.3 pL fic
B 100 um siRNA %9, ¥ siRNA JTA 216.5 pL
(1) 1-fectTM % G50 op, FHAR SR R i i 1 (i 2 1
A FEZEIRCE 5 min, i sSIRNA FI5E Yt 7850 I
I A B i YL ) siRNA 50
1.4.2.2 S shPab s

PIZH KB CFA @ERHT 45T 4 d RIR 254

X} R siRNA ZH45 T %) IR siRNA F1 MrgC siRNA ZH %4
T MrgC siRNA, 55 4 RZjJ5 CFA i #%, @ 5 e H
TESTHRL 259 3 WK 5 pe/d/10puL,

THSN BT SN 4525 4 d(CFA 1
0h) %5255 d(CFA #5524 h) 4325 11 d(CFA 1&
BE7 d) Heit 5 A s A A BRI 2 4 R 1
1.5 HARH&E

BT IE B 7K A SE 350 mg/kg FRIE, T
PEDSEAGIN ) K B AE BER K 2 DRI, T 4%
Z R, P S B 14-16 DRG,H 4 % £
RS W05 4 b REAR RS W0 B2 I /K (15 % R
VW24 h,30% HEMEIA R 48 h) , 2 A TR, A
- 80°C VKA h IR AF#5 Hl. F T PCR 19 K B 12
A FRER K UK EBUEA 14-16 DRG, 7RI & T - 80°C
UKFE R A
1.6 $EFREM
1.6.1 JE4EBEE ( paw withdrawal thresholds, PWTs)

DL PWTs VE R LA B0 7 {8 It
PR ECE TEHEEE (69 cm x17 ecm x 14 cm)
FRIEN 15 min, FERBZEE B2 Von Frey %2
48 22 (@0.5 mm) B T K BUR IS IE o (T 2
HO N0 FFIALL 2.5 g/ 15 3 60 58 8 ) OR B E
IS, HL 25 AR B4R & S5, 10 s B o8 JBE | 3%
ZER 3 YR, BRRIE) G 5 min , BOEE AR R I 5E 45
e W T KRR o 50 g, BUEITRI A 20 s, L)
B K BRI
1.6.2 KEEM 14-1L6 DRG H1AY MrgC mRNA £
ik

&L RNA A H2 . B KR 14-16 DRG, A 1
mL Trizol , VK AR, 2 IR EFE 5 min, A 200
wL &5, IR AR RIZN R , B & 15 min,4°C , 11,440
r/min 2.0 15 min, B ETERFEIA 500 L SR,
IRA1JG 4°C, 11,440 v/min B0 10 min, BUITHE A
75% W 1mL, IS B TR FRIRAT ,4°C 10,444
r/min B0 5 min, 7 RNA J03E TS, IMA 0. 1%
DEPC 7K ¥ fift, 25 4b 43 Ot O B2 15 K il OD260/
0D280 LM, I3 Ok . BOZ HL(EAE 1.8 ~
2.0 Z[H /) RNA TG 2050 5

TS L R % DNA il 3F 16 25 B8 /Y Takara A9
W SR A H UG TR AR, B K cDNA L IR 2
pL B RNA W BEHLE 19 RTmix (7 RNAsin
DTT) .ANTP &4 . DEPC 7K 32 B8 30 1 S 44 2 H 451
B il R AR R
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SEHE PCR: % il PRIMERS. 0 %k 4% 3151 97,
MrgC F 355145 -ACTCTGGCTCTTGGGATT-3", F
s 9.5 -GAGGGACCGATGCTTTT-3" 5 K FH A i fit
L R H IR = B R B S B ( glyceraldehyde-
phosphate dehydrogenase, GAPDH) J £ H |
W51 4.5’ -TGCTGAGTATGTCG TGGAG-3', F i 5|
¥):5'-GTCTTCTGAGTGGCAGTG AT-3", ¥t R4
TAYFEARARAF G, 28 BIORAD i &,
L ¢cDNA N4, GAPDH SN N2, 2K F SYBR Green
AE 20 pL W AR R 1 cDNA i, MrgC 5
GAPDH 1SR 254404 :95°C 30 s, 95 95°C5 s,56°C
30 s, 4k 39 PEFA, 5 E It 2 Al ;4 N 1 4l
B 65C ~95C5 5,0.5C ik, B 1 1Y Al B 1%
B JC cDNA WX IR BN FEAR R 3 AN AL, R
FH 27 2 R, A5 SR LUK I SiRNA LR &
IR RERIR
1.6.3  KEUE#M 14-1L6 DRG 1 MrgC i1 p-PKCe [
H 1 248 L 23 ) )

SKHIG B2, DRG KRV R (14 pum ) |, U5 25
Yo b ZRT 1 by JZH AR 280 Fr YL 2H 21
U, 1% PBS 12Uk 4 ¥, YK 10 min, B BE A 0
10% IL=F 137 (1% PBS #i k) 37°CHEE 1 h, s+l
MW, A MrgC L& (1:100) (p-PKCe (1:
2000)) ,EWRE T 4CHK, WHEBRBE, LT
37°CHFE 45 min, F—PL, 1% PBS 124k 4 1K, £HK 10
min, EINEPLAR 1gG (1:1000) (FH/N R 1gG (1:
1000) ) HEATHEEARIC , 37CHREOEIFE 1 h, 37 9L,
1% PBS =¥t 4 AR 10 minGEG) o BT S 0
UV G E WS R, Br BT AR R AN &
— PR R AP, R R, WOLIRR
RGN WEIF M A, LI Y =% 1
Ipp 6. 0 FAFHEAT AN 4%, T3 B 14-L6 DRG
S0 AR K P 2R 2, I T3 MrgC 5 p-PKCe [H
PTEARE Y IR
1.7 HiH&ER

A SRR ] SPSS 19. 0 #7583, A y £ s
TR, PIAIE] FE R IS A T A LA P <
0.05 25 W& bRt

2 R

2.1 EHREST siRNA 3 CFA X PWTs B30
EFEIRIN T RN BT AT A4 d

(CFA Y5850 h) 45255 d(CFA #4524 h) 4525 11
d(CFA &8 7 d) He3f 5 ASEF S R BB PWTs,
VA I ERHL AR IR 3, 45 25 245 i 1 1 A Ay 2 il
I

wmE 1 FoR BN EERET AT A KRR Z
) AN 5 PWTs WA B 2257 (P >0.05), 42y
4 d J5 TR CFA BT (CFA R0 h) K5l 9 20
PWTs,MrgC siRNA 21 1% f& 47 T 50 %5 BE siRNA 4
B EF B EZR RS2 E L (P >0.05), 4
2455 d( CFA 1E#5)5 24 h) iF, v WL PWTs 32452
4 d(CFA 1580 h) #B 8 FFE (P <0.01), MrgC
siRNA ZHAY PWTs = T %1 iR siRNA 21, P4 (] 25 7
MG (P >0.05) , Wbiladh— EFFLen 4
2555 11 K, PRULAY PWTs ¥ T 4525 4 d( CFA AR
Oh) M PWTs, (H A Z m I L B 25 (P >
0.05),

—a— i fsiRNA# (control siRNA group)n=8
—A—MrgC siRNAZ(MrgC siRNA group)n=8

b led e
=]
T L} T

)
=
5 E uf
%% 2
@ 3 20F
ﬁgls- an
Z 16f
E 14r "
12
10

1 1 L 1 'l
B ELATRD A8 Sdhad #sd #E1d
base 0d 4d 5d 11d
FEHFCFA(CFA injection)
Time point of intrathecal catheterization(d)

1 L TR B 05 LR, P > 0. 055
5 CFA A% 0 h Fbd, 2 2P <0.01,
1 P RBRAE BT 5 PWTs ZR{B 5 0L

Note: Compared with control siRNA group,
P >0.05;4d VS 5d,242P <0.01.
Fig.1 The PWTs of two groups at different time points

2.2 E4RES MrgC siRNA XF K B £ M L4-L6
DRG # MrgC mRNA RiZHI20H

ORI 25 245 11 d I WA 2 R AR Ol 2 e 22
14 .15 .16 () MrgC mRNA [R5 &, DAY B siRNA
HFRR BRI G5 RN E 2, R,
MrgC siRNA 41 14 |15 .16 ) MrgC mRNA ik
HIACT XTI SIRNA ZH X 7 28795 1 ek 2 (P <
0.01,P <0.01,P <0.01), 435} %t B siRNA £ 3%
IKERY0.71.0.67.0. 71 f%,
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:l 3 [ siRNA#H (control siRNA group)n=4

B MreC siRNAZ(MreC siRNA group)n=4

T oop L I L
-2
ﬂ' E- % LLd
X 5 *

<
PP
-
e £ 05F
EQ
[
2=
=z

L

=

-]

0.0
L4 L5 L6

7 %R siRNA 411 MrgC siRNA 4L, **P <0. 01,
2 PRALREUEM LA-L6 DRG MigC
mRNA ki 9722 1L
Note: compared with control siRNA group, “P <0.01.
Fig.2 Comparison of the expression of MrgC
mRNA in ipsilateral DRG 14-1L6 between two groups

2.3 BH M ES MrgC siRNA 3f kK B £ M L4-L6
DRG # MrgC ZRiEH M

W 3 s, MrgC EZERIETE DRG 1 /)N
MZITH SRR ZS 25 11d J5 PRI MrgC 35
Ak, 5% R siRNA 41 3, MrgC siRNA 2 A9 MrgC
FF 200 i 52 B 5 B A (P < 0. 01) , 29 K% B siRNA
I 60% , WCEERIWESRET K S5,

0.6

0.4F

LE S

MrgC-positive cell(%)

MrgCH 48 41 i 26 2 32 (%)

0.0

At siRNAZL MreC siRNAZH
Control siRNA group MrgC siRNA group
TE: 54X R siRNA 4L, P <0. 01,
3 PR RREM 14-L6 DRG MrgC

FHIA: 2 0 1) e %5

Note; compared with control siRNA group, “P <0.01.

Fig.3 Rate of the expression of
MrgC cells in 14-L6 ipsilateral DRG in each group

2.4 EHME S MrgC siRNA 3 K R B M 14-L6
DRG = p-PKCe PHE4H AR {50

K252 11 d 5 14-16 DRG PKCe Ser729 s
WEFR L A A5 4K, L p-PKCe 1 BH P 40 B 2% Sk BFA1r

ZEIANIE 4, 5% B siRNA 41 HL %S, MrgC siRNA 40
(1) p-PKCe FHIEA R B TF = (P <0.05) , 29 %t
M siRNA ZH1 126% , ZOGEE RIS 7 K 6,

06

=
.
T
H

p-PK Ce PR #5411 B ¢ 7 28 (%)

Rate of expression p-PK.Ce(%)

0.0
i siRNAZH MreC siRNAZH

Control siRNA group MrgC siRNA group
TE: TR SiRNA ZLAfLE, © P <0.05,

B4 MK FUEM DRG p-PKCe FHYEANAE R M Lo 5L
Note : compared with control siRNA group, * P <0. 05.
Fig.4 Rate of the expression of
p-PKC in ipsilateral DRG of each group

3 g

MrgC J2& 2001 4F & BLAY—ZEH ALY G 28 ik
AR LA & B 5K TAM R # 22 RS2 DRG
=X & ay b /N AR SE sh 2 o0, BF5E R B
MrgC 2 518 VE & 5E 51 & 09 40 J8 9 v o 80y 34
H0 L ER T AT R & B MrgC S 30 45
KA RIS UESE MroC 7618 M Mg & R i 78
OGRS IR AR 2 — 20 i D Re I 5 X figad it
siRNA T4t mRNA SRkl JEH A FR, siRNA T2
8 R B A R N R BEOBUAE RNA 5 505 R 1Y
mRNA []J5 AR, 76240 A N RF 5 AR S mRNA, AT
PSRBT SRR A A RS ARG B RER
257 siRNA BB o 5% Je 8 B AR 2 W A
AL Y517 % DRG EHEHTHAEH", AR5
WS B N 25T siRNA , WLEEEI 2525 11 d IFE]
CFA #5557 K, MrgC siRNA 25 DRG 14-16 1)
MrgC mRNA {9335 5 35 B BAKF X AR siRNA 214
N AR RIS B, 2P MBS A MrgC siRNA 4H
MrgC )R IR B I FEAIR , 290 XF BR siRNA 411 60%
5 MrgC mRNA 28 fLAH— 8, X ok B 8 N 78 5%
sIRNA F BeAT R MrgC JEH KR I FRA,
MNITTE CFA P2 M3 () BE il sy 57 1 MrgC
SEPR TR

CFA BRI ARy — Fh 28 i B 5218 M R
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PESR AR AN S CFA 75 57 A B8 6 i S —
MEAE 4 h WARRE, ARMRMP2MEN 24 h ~48 h
PSSP R BEJS 78 7 d 25 A ek BUE AN
e Z SRR BT SOk AR A e T
Frgz 4 ~6 A, i AE g ™= Az i) R M SRR — e
18 d Lk B DRI 28 P 7E CFA 18 5 bk
S -3, Jiang " 45 A Kk BUAEMEAS PN T ST MrgC 45 5%
P B0 50 4R B b R 88 it 8-22 K ( bovine adrenal
medulla 8-22, BAM8-22) /AN RE I 5 Wil 1F # A Bl i) 2k
Bl B AT 55 CFA 51 & 19 5 S0 AIL A 2 oL i (24
h) (HAREREHI 55 CFA 5] & A 57309 #4051 4 (24
h) . SI%WFIE LS RA— B AR FSE CFA 35
AIAEINZA S 4 IR MrgC siRNA T3¢ ( SCHR4RIE UL 2
we/ YR 4 YO S% siRNA F BEAEAS 1 1E 3 B
f) MrgC mRNA ik F[%50% ) , 5%} R siRNA
2 LA A 0 el K B ML [, CFA &
B 24 h, 0] WLFZH A PWTs A8 MR 3 R R%,
$i7R CFA B DSy . (HAKZE4G 5 siRNA T
PEZE CFA 557 K, 2 e ALAMRS B 475 A 00 WA k2%
S XEERFWME MreC (IFIKARARER I CFA 5]
FHPBR IS8, BA Guan Y 2517 % Mrg 2
PRIGE0G (& MrgC ) J5 8 N 1 5 BAMB-22 RBE[W
HAELE CFA 5|6 07 3 AILBR B 13 B0 0 92 ik
(24 h), ZIHE AT RESZE BT R EFTTER T Bk MrgC
LR Z AN Mrg FER R BB &1, PR AHT
FEBA MEE T MrgC LN T CFA 51 4 #UR 5E
AR, BOR R R AT HE— BB 0 B AR

PKC J2—Fh BN 557 S0 10 %
P AR AE 51 L 1 P 9 o U Bh 5 4R R
FHHEEMAE,© RS A R 1L 2 PKC B
BomEEAREN . Honan % AL T IEH KR M
I g W 9% & IR, 85 N 45 T MigC RE S5 1k 8 3 7
BAMS-22, v FH 4= 241 Jf B85 7 B R ke L5 B %% )
FH 1) BR A 2 3Z K (transient receptor potential
vanilloid type 1, TRPV1) ik R 250 K2y 4 13%
f) DRG #2570 , 1IX —34 0 % PKC HFESEERN 7] Ro-
31-8220 FrA ) 5 47 F 5 2% B M P9 4T BAMS-22
MHIT CFA % HEBETS M L PRCy i LT,
PL EAFFE R PKC 7E MrgC 3P0 By R 35 il 25 &
FERER . HJE HET % JC DRG H PKC 7 MrgC %
CFA i & B8 M 4 i 18 ol 1t 75 o g ke 725 A AF
5%, PKC AYIEEE & 16 90% LAY DRG /N E 24
Zouh ik Ser729 SRR L& PKCe 51 K T

Ve 1 B — A AR T R 2R AR5 W S A A AL
ULEK MreC L5, PKCe 11 Ser729 s5 A7 iR 1k /K T
W1 ETF 85 R R W DRG H PKCe 1Y Ser729
ST AL N T30 ] PKCe ) e PE 0N & MreC
il CFA 8 5 VR 10 B 240 2= HLTH]

25 LT ARBFGEAE CFA 18 26 95 iy 26tk |
BRI M ST T MrgC 3 R0 3R B A | 32 B 780 e X
MrgC [ 1E 1 5 3 PKCe Ser729 B g fb.11)
K-, ZF PKC & —ANEE G, s T2/
VIR VIR G 1 40 F M2 2%, 0 TRPVL, F — 20
BB 78K 582 MrgC/PKC R AT,

S 3k
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