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GO LB I 30min, FEHEVE 120min) 51 E 9.0 R B 13
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10p) HSRESE A 28 1T 77 A 5 PLSALC AR 37/ T L 15 Red-
ington S5 Z5IE—E., 2014 4F, Redington [A1 A" 4 Al g
JiE 22 3 S il 28 B M 28 WL I [TENS, 500ps fik o 56 B
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20mA) , 4 MEH Smin Fll#  Smin (R B, flEANE 225
AT A A7 R AT R FE AL, %ot BB A O
FEA R PTG R E T o 3X — RIS BH TENS 7] A
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PR3 1 T 2% (54.0+3.9 lidocaine VS 7.242.5 RPCT, P<
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1.3 SHA RGN TR T

A B I B2 TR — S VR B AN < IR (ade-
nosine) "% ZZ I IK (bradykinin) R E5 2 3 PRI AH OC K
(calcitonin gene-related peptide, CGRP )P 245 i by fifi 2
TS B A RO AE AR AT R R I AL L
WEARAE
1.3.1  JRAT: 1998 4, Pell % 7% PLH i FHARFE S PRI 32
35307 8-(p-sulfophenyl)theophylline (8-SPT) , £ H i 4 ¥
JOE PT 9 >0 FIUARE E 17 AR A 0 JUF A~ B 1 3 2% (8-SPT VS
PI:36.7%+3.7% VS 17.8%+3.0%,P < 0.05), #i—IREH T
R AT B PLO AR B A FA A P e A5 R F- . 2001 4F, T
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4F, Schoemaker %5 ™ & Bl ¥ 53 1 2% I K B2 22 (K 45 40 571
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FE TR IR VE FH (65%£7% VS 35%%5%,P <0.05). 4
FNR BN kR G R T AR AN ZR I Sl Bk A 2E (MAO) 248
RO AR AP FH (26%+3% VS 35%+5%, P> 0.05) , I H.iX
PRI B3 1 AR 2l 2 1T B SR 7S B Aol ol ok
AN A R R i 2 R B R RO R
AL AL OISR . F—25,2002 4, Wolfrum %50
Sz B e et BT B a2 T 0 JUL G 2K 1138 C (protein k-
nase C, PKC) 5 PKC-¢, i HOE-140 Fl 4 4% 21l He
WO | ELF 1 32 778 (chelerythrine , PKC f 485 S PRI
VB F4232 W 22 5 PTG K SR 30 PTAG.DWECR S VE R, Hh
IEHEM PR C-e 2 52 MR 2238 B 19 T 1

1.3.3 A0 28 i DR O R — 40 TR 4R« A 28 L TR A G ik
JE R R U R 2 ) E AL A R — . FAAE 1996
A RAT T HE O U e FUA B4 O R A B 2 Bl — b
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FILRAP A FHBY, 1999 4F, Tang 555" & BRI R I8N ik P13 5|
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(50mg/kg) AL HE , FEIE JBGE A0 22 (0 43360 T, 4 K5 P it
PI, A2 (i CGRP ¥ & BT, DU 1E I TR it
FIHETS PLAYIZE RGO LA 1 FE -5 B 3 SRR S A 22 8
1% B CGRP Bt 5. 2004 4, Wolfrum 255 B 7 2 B o)
Jhk e BT ke 1L FEHE T PL2S S8 CGRP ¥R T s , BRI A/
Jot WLPK C-g380i , HaX LI #0245 CGRP-8-37 ikl . #f
257 BEL 700 7 B0 B AN 25 BHL L i 2 15 50 ik e 2 S0 o, o 3 s
) CGRP B&jife , (B 240 WL PKC-edif i . &bk E 5+ CGRP
S0 JURE L TR B> 57% , {H PKC A9 31 il 51 chelerythrine
SRR VE I O Bl IS : CGRP 7E PLIY)
OMEPP 1 F R R VR, AT REAETE O L PKC-e45 56

A W 2R W — AL RS TR AR 38 R 1) S o 22
Jit CGRP™, 2001 4, Xiao %5 & B/ M P1 23 i CGRP ¥ J&
Tk v/ O WU BE H R . 4 F B R (S0mg/kg) 5 NO
A EEME ] (L-NAME ) A B | LIRS 25 #2 CGRP ¥ JE T
AT SBCO MR E RIS O . AT 145 S8 /N PLZ th
26 NO il J# Bl CGRP ifh— 2 B AR NERYE R . Bigk
ATTAT AR - A= PR B i 255 1 NO BRI, W W i 45 1) 3
P U P 25, BT CGRP 3 AL 28 0o JUE 3 0 UL
i) PKC-g, Steensrud Z5:7E 2010 A WTFE 4518 5 Z AH 2, fih
17 B L-NAME Xt F il PTAYGC UL 356 A I/ T, NO
P SNAP Sz B4 28 U] Bk B i 2 (o 33 AT S HLAT O AR 4
PER o AT PR B 047 A AR T 8 2 0 R i 22
i, 5 SNAP B B NO, S M2 BH 1 PTASHI 2205 514
o EOANAECVR I, LG B SNk S R TR A R (-
NAME) il NO 4 1% , 45 i B (9 & A pf 28 16 P34 i . Pe-
trishchev 250”2 B/ it NO & JSUBEHI il 51 L-NNA , A2 il
AR PT O MR A TS o AT A% & B Y5 Steensrud 2507
MIwFIE—3K

2 TREME

AR, S IR e 24t 25 3 L B PR RS LS
R S 43I BE TN o A IR 4 1 PR i D AILB- T F IR ER
2K (B-adrenergic receptors,B-ARs)id & 7% UL e iy PR
I NG 2o S A s R 3 I 28 S 1,
B, RN N G L Y Ak S R O BE R . A EAE R
7Rl BKBELIBT Th 5 FRHEVE 235 DEEB-ARs B 3G ™, B-ARs %L
I 5 RO ARSI O WURE S 3, i — 2P
D17 WS 17 (1 Y A S

G 0 P T LA RS A S 2838 PR {H GAO 4E I 7E
2006 4F & B 5 A HL AT 33 (EA) (5SmA, 20Hz, 30min/d, FF
2 3d) K BRURT R LA O LR 17 A R SR8 iy £ P O
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1328, — Bl BAZ VR BELA 7], 2 (0 Fl SR O R CRAP 1 PR 2K
JLHLHI AT e & EA 520 T 28I 2806 M- 45 0 EB-ARs — 4>
TE IV, B-ARs 2k 117 3hE G 18 A R SR iy P e Ao 50 e 22
B BER OS2 AR 37 B-ARs b fo 3 EI EA 51
AL B A SR 28 24 A TR, (ELIE 2 T XA “f- 977, B-ARs
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B, B-ARs 23 FH T 52 B3 B 7 28 O LB 473 . 2003 4F
Frances 26" % Bl Smin 19 5% 5 5 28 40 P25 30 o AL O
B-ARs 19 AU 7 3 5 U e B F 5 A 1 Bl L P Y 5 A 1Y
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B PIAPLOLER F IVE , Hoas e 4 B s by 3500
B R 2R R A 2 R i BRI 25 FE R 3 (NE) S 14
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NE B BEE B2yl | 3 a] BEFN PT 7 S0 (i A8 Sl 48 7= A 36
WA O o AT B0 P AL O AR I PR3V FH mT Bk )
I~ CEAT FER JLAS I e 28 ot 2 B B B3 A9V D 4
Wil FEH A NEAE R AL 3, [RIRE 2 ST i P e
5 O WU VR RS, LRI - AE 3 S ot .0
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O VERAP R o ELSUAM 2 S Ao 22 D10 83 D0 2 {3 O (R 47
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DA HA OB E T o 3310 B 3z I 9 A B A O
AE PRI T 5 4 1) ) A2 e 2638 1%
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AT BR+PT L 2K E b 28 e i L B+ P4, UESE T PIAT LU
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VT2 EE , Ok A 2 e 2 B T A5 PTAY.C AL
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IR 5 K Sz B O IR DR VE T o (R4S 1 R A 2 it S 0 fefe
I JRR) S U — SRR I AL R, B O LR 1
JHE,

2011, Enko &5 E AR FE R B A2 3 AR Smin
i e Smin FEHETE , AT LA BOG BESIIKY 5K, 720348 5 55
HrH (power spectral analysis of heart rate) = 45HB 43 i 51
IR 73 ) A Sy R B I, U B A SR e L T 4 T R S e 22
BOTEPE . 2012 4F , Mastitskaya S5 i F 5% & BLTE sh ) 1F 5 1
MBI e ot /P A 7 A O AR AP R 0 T 3 1 i
P25 T0 A T 2R T 1 225 M2 2% ) s s AN T 20 i HL
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O 2 PLC EAR AP (LI 2 — o (HBTHE 5 ) 25 (s — R4
YERZ B, P dE i sz R 2 . AR R 32 %
A 38 B J5 R R AT L TR A T, 5 R A2 R 2
G G MBI SZ AR AL A {5 5 . 2013 4F, Do-
nato 557 % B G T A% LA 32 RO I R4V FH ml e U400 ok
i 2 U1 U R B 7 FE ARG SZ AR TR BB A B, FLok e
P28 T ARAFIA PO ORI VE T o 48R PT RT3 ik
FEPRZTEVE B SN, 5 7 R0 32 AR 45 5 AT —
O IE R

Az PRSI AR R I AR S R s A 2
WA )2 B RN R 5 o JEALTRI o A5 3 1 e B vR (%
F GG LG, XL R R R K
AEIRAN RN AL B ZE MBI , A J5 T 28 Z A o ik — 2
PRE PLIHRZEAL, oy PLIYI R 4R (5T R R
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