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[#5 E] B & 5T X H bt — a8 R A (inducible nitric oxide synthase,iNOS)/— &AL &,
(nitric oxide,N0)-(3’-5’-cyclic guanosine monophosphate,cCMP)—& & % & G(protein kinase G,PKG)
BG4 RS S % (post infectious cough,PIC) R R AY L2 R K JE e9VE A ALE], 7k R A HINL Ja &
SR E S A AR KR R G A AR AR SR B R A, T AL B 6 R, EE.
AT A B KT AL S P AKF ZA AL 15.20.7. 60.3. 80 g/ (kg-d) F| ZHAFAE F ; FTHT
248002520 mg/(kg- )R BMTHMERE £ S T4 K, FHLRE, KBS LB MK (Enzyme-
linked immunosorbent assay,BELISA) M| & M R de i ¥+ P4 & (substance P,SP). & mfe/~% 1B(interleu—
kin-18,1L-18) . IL-6. /& IRFLIE F a(tumor necrosis factor—a, TNF-a) . 2@ AR 6 o F 1(intercellular
adhesion molecule-1, 1CAM=1) & A KP ;KA qPCR EA M IR R AFARAT 27 P 5 F A INOS. T /5 H & 3 BRIR
1B (soluble guanylate cyclase,sGC) .PKG mRNA & A K & & @ %92 EF i 7% (western blot,WB) A= %,
J& 2R 274K ik (Immunohistochemistry, THC) A& B R ARAT L F P BT R B/ A FE B LA 1 (transient
receptor potential vanilloid-1,TRPV1)#4& & kAKF, 4R . 527G bis A MK KA fFF SP.IL-6.
IL-18.TNF-a. ICAM-1 & ik /K B ARAb 22 %5 & iNOS.sGC.PKG mRNA A= TRPV1 & & & & K349+ & (P<0.01);
SRR LA b g WAL B R B T AT £ LB IR Rt A SPLIL—6. IL-18. TNF—a. ICAM—1 & 3k K B B AR 2 %
F iNOS.sGC.PKG mRNA 7= TRPV1 & & & ik /K -F 34 AKX (P< 0. 05) , 3 B Fts FF 7 F 40 fn & SP. IL-6. TNF-a.
ICAM-1 & A B 3 ARAP 227 & iNOS mRNA F= TRPV1 & & £ & K-FBAK (P< 0. 05) , 3 ARk K ) F 48 o 7 SP Fm
L6 &K AKP B A ARAN 25 F TRPV1 & & R KR FFEAK(P< 0. 05) ; 5 FI 0 £ 40 M43, B9k & 7 3 40
7 IL-6 A X KF A& (P<0. 05)  HARAFZ T TRPV1 & & R A AK-FHEAK(P<0. 05) , 8 2k F ARH] F 4o iy
IL-6.1L-1B. 4 AR 4% £ 35 iNOS.sGC.PKG mRNA & ik /K -F 7+ & (P<0.05) , 3 5 B 42 1K 7] & 28 o 75 TNF-a.
ICAM-1 A& AR FFF 5 (P<0.05), £5ik 5 2Bk 46 9% 38 12 4% iNOS/NO-cGMP-PKG 13 5 i@ 54 , 47 4] TRPV1 &
8,8 SPHEA, AN iR 42 PIC R B IR KR
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Abstract Objective: To discuss the effects of Changin granules on neurogenic inflammation in guinea pigs
with post infectious cough (PIC) mediated by iNOS/NO-cGMP-PKG signaling pathway. Methods: After
establishing the models of HIN1 virus infection by nasal dripping, the guinea pigs were randomized into the blank
group, the model group, high, moderate and low doses groups of Changin granules, and Asmeton group with six in
each group. The blank group and the model group were drenched with physiological saline; high, moderate and
low doses groups of Changin granules accepted intragastric administration of the medicine at the dose of 15.20,
7.60 and 3.80 g/(kg-d) respectively; and Asmeton group was given compound methoxyphenamine hydrochloride
capsules at the dose of 25.20 mg/(kg-d) by gavage, they accepted 14 consecutive days of intervention. By the end
of intervention, ELISA was adopted to detect the expressions of SP, IL-13, IL-6, TNF-a and ICAM-1 in the serum;
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qPCR method was applied to measure the levels of iNOS, sGC and PKG mRNA in dorsal root ganglion of guinea
pigs; the expressions of TRPV1 protein in dorsal root ganglion of guinea pigs were tested using WB and THC.
Results: Compared with the blank group, the expressions of SP, IL-6, IL-18, TNF-a and ICAM-1 in the serum
were raised, and the levels of iNOS, sGC and PKG mRNA, as well as TRPV1 protein in the model group (P<0.01);
compared with the model group, the expressions of SP, IL-6, IL-18, TNF-a and ICAM-1 in the serum of high dose
group of Changin granules and Asmeton group were lowered, as well as the levels of iNOS, sGC and PKG mRNA,
and TRPV1 protein (P<0.05), the expressions of SP, IL-6, TNF-a and ICAM-1 in the serum and the levels of
iNOS mRNA and TRPV1 protein in dorsal root ganglion of guinea pigs were lowered in the moderate dose group
of Changin granules (P<0.05), the expressions of SP and IL-6 in the serum and the levels of TRPV1 protein in
dorsal root ganglion were reduced (P<0.05); Compared with Asmeton group, the expressions of IL-6 were raised
(P<0.05) while the expressions of TRPV1 protein in dorsal root ganglion were lowered in high dose group of
Changin granules (P<0.05), the levels of IL-6 and IL-18, the expressions of iNOS, sGC and PKG mRNA were
increased in moderate and low doses groups of Changin granules (P<0.05), the levels of TNF-a and ICAM-1 were
elevated in low dose group of Changin granules (P<0.05). Conclusion: Changin granules could inhibit TRPV1
pathway and control the release of SP by regulating iNOS/NO-cGMP-PKG signaling pathway, so as to relieve

neurogenic inflammation in PIC guinea pigs.

Keywords post infectious cough; neurogenic inflammation; Changin granules;
iNOS/NO-cGMP-PKG signaling pathway; guinea pigs; TRPV1

J& YL J5 1% Wk (post infectious cough,PIC)
A 29 0 1 2 Wk T 3 2 TR, 8 R AR AR SRR
W T8 TR G R R e, S AR I D ) B P % B
% R BT, S ECPIC B M A4
i A B, T B A EH T AR B RO R B A I
USRS IR A B SR o Py T G e 47
Fh 22 R A RE L LA P )i (substance P, SP) N EH)
TR BT A T 10 980E i SRR N A 2 R S8OE ,
YR R AE S PICH E BN R 2 —. HFFAERY,
B SR —EH B E M (inducible nitric oxide
synthase, iNOS)/—& & (nitric oxide,NO)-(3'-
5'—cyclic guanosine monophosphate,cGMP)-%g
S G(protein kinase G,PKG)I®FEE S HIBRIE
2R AL A B R Y | (transient receptor
potential vanilloid-1,TRPV1) i@ &1k, 52
THOSUMCRE T, £E 9 75 BT U 28 YR 1t 28 E Hh S B 2
PER™,

PSR 2 BT A R R A A
SEYR W% 1 PR 4256 BT B A7 AR IR T BN IR A
P A 5 AR RSB AR T B TR BN, S
WL RE A R M PIC B nZWOREIR , o503 /3 AR T
Ji B WS RURE A TR R PIC K B TE p 2 U
PEJAE , HLHI AT RE 5 T R TRPVL 3R 3A L9500 3T
SPREJBCA KM, X 4% 2 B 25 HF 5T f R 5 iNOS A R
W2 UK YA 97 PIC B4R F BB o A W
AR MR BE (1 W 25 J5URE % 1NOS/NO-cGMP—PKG {5
5 I R AN OB (L TRPVL M I8 B8 (4 A Ui
YR JORE AH O IR BIAE F , R FAR AL,
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1.1 SZIGENH  SPF KRR 48 W, etk , 1R i =
250~300 g, W 3 Jb 5 4k @ R L LI S HEARH
PR A A, SELG S VF T UE S : SCXK(5)2016-0011.
Ko 9% Ji5 75 SPF 2 38858 1 1) 77 , A5 50 21 B 4 . ik 4]
I, BN J R0 E FH A TR A B R BHEHE R TR 0
S RATICSL I ) BB

1.2 HYERF w2 mORL Cl i B A R
FEARSE VAT AT VR 58 R AR S O i R ifg
Hh R 24 K B I Y I ot 24 771) 5 o) 4 (P 2 1)
706100006, KLA% : 14 g/48) s Fa i L[ 28 — = 4t
il 245 C ) A PR 2\, [ 241 5 H20033669 , B FiL
Jiz B B DLR 40« ERER F AR 12. 5 mg, ASAT T
7 mg, B AW 25 mg, LR AR 2 mgl;SP.
F 40 i/ & 18Cinterleukin-18, IL-18) . IL-6. Jif
JEIRFER T a(tumor necrosis factor—a,TNF-a).
9 i [8] &5 B 2> 7 1 (intercellular adhesion
molecule—1, TCAM-1) fiff ¢ G 325 W B ik 26 (Enzyme—
linked immunosorbent assay,ELISA)RF & (
TR R R A R, 55543 7129 m10281680.
m1028174.m1003513.m1103499.m1037027) ; TRPV1
ik CE[E Abcam A ] , 785:ab203103)

1.3 EEUFF 7500 B PCRA(EFE ABT A #E] )5
BX51TF %Y %¢ 5% &5 43 4% ( H A< OLYMPUS 24 #] ) 5 RT-
6000 24 il 7 4% (26 [E Rayto) ; HMTAS2000 %Y &4 43
Wr &4 (P E RN T REGHEARARFTIEAFD;
1703930 7Y 3f H HE KX &R 4t (35 [ BIO-RAD Mini
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1.4 THER 7548 RKR P RENLIE S 12 HAE
A, HoA 36 RAE G, 1& RSB 85 1 4]
FEAFFIGEMP . CRRMRERES T, EA
S S P T 1Y VR A L V) HIND G 2 b [ 45 22
T 2B ) TR o O R R B O SR AL, B L S s CVCC
AV1523)250 WL, #¥H EN 3. 6 X 10° PFU/mL.
T HH S S NSRRI AR K 5
Jei > NS 2 T R 2E % BB AT e X 6 R BRL36 IE 3
BT TN o TR BRI H A i B i 2 WA )
W2 IR ARIZ ) B A AT Ak SR RAE , AR At
JAKBRUJE BB , S 7 2 v R I S0 TR L A0, B
b R A TR B 0 b R0 oAk 43 A 156 o i i
i B R 2 JE 4 R 4 P IR, A L S it T S 4 A
FI VL R PRI AR R T

1.5 SE BARERM THHALe KR, &
TRZH IR R 2 A ot & B AL 20 RS AL 2 T 7 5 2H
2 ORI A f e L dk el i
BRI 24 h, A K 3% 10 mL/kg (745 &) 1
ITHEE . TAHE A T ERBUERHKEE
2 R N (4 60 kg M B S THED 45 25 71 8N
84 g/d, K45 2571 B4 NSk R AR
{10 55 R0 B LA R 4 B B e 2 B g o IR
B4 5 LA 15.20.7.60.3. 80 g/(kged) 7 &
25 R E S 5 Bl S 4 DA 25. 20 mg/ (kged) 5
HMTHTEEE . SABRRYTRES 1K, &
BT 14K, B G —IREB 4R 24 h g #HTH

Mo DRI : BUK B IE =3 kil 2 mL 2 EP &,
F4 C,E.002k4£25 em, 1500 r/min &0 10 min,
B R3S, B T80 CUKFEHRHAL& . 2)BUK
BT AR 22 79 < R K BRI B T K T 3 R K
B A B, B R S ATE B, DA o P R (B8
HE PR 28 Kb 52 AL CT~T5 B9 . T 1E oAb 43 B85 4
BREER. DO R ) — ], 5 R
FHHRL T E, fEMEME FLAR P W R AT .
AN REBY 4 B A R A, S AV 5, PR N
RURE  WRER , IRAFT-80 CUkKAE#H .

1.6 k&

1.6.1 % SP.IL-6.1L-18.TNF-. ICAM-1 KP4
M R ELTSATENE I3 SPLIL-6.1L-18. TNF-a.
TCAM=1 7K ~F , LA 45 75 20 B8 7™ A 42 BRI 77) 46 i
B AT o N A B FR AT 450 nm 3% 4 Ak PR
5, 25 i bs v B 2%, P 5E SPLIL-6. IL-18- TNF-a-
ICAM-1 7K~F.

1.6.2 FFARAP L H INOS. 7T A M & 3 8% IR AL BR
(soluble guanylate cyclase, sGC) . PKG mRNA
KA F-80 CUKAH P EH BE 5 K AR A
LB T AR AR, B Trizol &
FEHUZH 2L RNA . RNABE A HEAT 300 2 s IO, 4 o) 4
U9 cDNA HEAT PCR 43 , cDNA 5| 9 7 51 43 1) L3
Lo BEOIRAG A RPEE T aPCRETIUR Y. . )R
NS AF 1B KR ¥ N 58 °C, HoAth % 14 7] Sybr
green RV (I8 F 45 F . PCRY 3 Ji5ic s AH M. 1)
CtfEHo. fHH 274 V245 mRNA [ AH X F ik fE

%=1 iNOS.sGC.PKG 3|41F5!

iz s H(57-37) 5 H(57-37) K (bp)
B-actin TCCTGCGTGACATTAAAGAGAAG AGGAAGGAAGGCTGGAAGAGAG L5223, 22
iNOS GCACACGTTGGCTTCCCTCT TGGGCCAGTGCTTCTGATTTTCC EE21, T 20
sGC CCATTTGCCACCTGGCTTTAG CAATCACACCTGTCACCACCTC EWE21, TR 22
PKG/PRKG1 CACCAGACAGCAGGAGCACATC CAGGCACGCTTCCATCAACAT L2, TE21

1.6.3 ZH % &Pk (western blot,WB)4m)|
FARAPZH TRPVI & @ &3k T80 ‘CUKFEHHELH
FES B RMETT B TSR R, InAA
SRR IR B E A, 2K B A LFE.SDS-
PAGE, # ENEE 1, 73 5l W% B — Pt TRPV1 Hi44 (1:1000
MR I — 9, IR 2 R G R 8 52, B K
BT . HBMER/ NS KEHE
WEMENBEEANRERE. FAHASLEESR 3K,
1.6.4 %m0k (Immunohistochemistry,
THC) A 35 AR AY 22 %7 TRPV1 & A A5 W A7) Fr it s
BKE BERERMETHAVFETBEESR
W R A JE R IR PR AE Z W 0. 01 moL/L, # &

TPUIR . BE S BN 3% ik 8 A0 S W BH BT Py 905
oA g, U R A AR TS, S B A 30 min.
I3 I — Pt —PUJE #E4T DAB &, B2 A A%
/K& Fr o ) Image Pro Plus 6. 0 FfX _Eik4]
2L 357 5% %5 B {8 (mean option density,MOD)
AT AL AT o

1.7 SeitFEHRE KHISPSS 23.0 it A4y
Mrcds TR TR DLy +5 RO, R BRI R T 24
T, 20 18] 2 B LUK FH LSD- ¢ A6 56, 77 ZE AN S5 K
F Dunnett’s T3vE#E4T P LL 4L, P<<0. 05 &R
ERAGUFE .
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2.1 BARILESP. IL-6. IL-18.TNF-a\ ICAM-1 3R
KKFE 5 AA R, B H L E SPLIL-6.
IL-18INF-a\ ICAM-1 1k 7K ~F- FF 15 (P<<0. 01) ;
GRS 21 LU, W JORY 1y o A R R ]
2 4 I3 SPL IL-6 ik 7K B AIK (P<<0. 05) , i %5
UK 1 771 2 20 TL-18 Ak 7K P PR AR (P<<0. 05) , i
R L T ) 2 TNF—ac TCAM-1 22 ik 7K 1 FAIG
(P<<0. 05) ; 15 4y 5 41 Eb A , W5 ks v  rh LG
B IMTE IL-6 Lk 7K P T 5 (P<0. 05) , W25 ik
AR AL IS TL-18 I8 7K P FH s (P<<0. 05),

s 5 AR 771 B 4 TNF—u s TCAM-1 6 3K 7K F T
(P<0.05). WF2.

2.2 PBAREESIR#HLZTS iN0S.sGC.PKG mRNA FRIAK
S G, A TR T 441 iNOS
sGC.PKG mRNA 1K 7K -7 (P<<0. 01) s SRR A
bl A5, i 5 SR vy L H 7R & 2E 0 R 7 55 4H iNOS
mRNA 2235 7K 7 B (P<<0. 05) , i 25 i v 771 8 40
HIRA 7235 2H sGC.PKG mRNA ik 7K~F P& (P<0. 05);
L5 ] 4y 25 20 LA, e s SR R L G A A 4 INOS
sGCmRNA 35 /K “F- T8 (P<0. 05) 1 %= ki i 771
= 2H PKG mRNA FIA7KF- T8 (P<0. 05), WLEKE 3.

=2 RLABFRMESP.IL-6, IL-18.TNF-a, |CAM-1 ik (F £s) pg/mL

Eigl JR B 2K SP 1L-6 IL-1B TNF-a 1CAM-1
FaH 6 307.68+15.83  76.01+10.65  54.63+7.51 80.68+10.92  747.86+125.86
HA 6 468.37+41.05" 175.39+13.18" 131.54=17.22" 138.31%10.15" 1309.53+178.57"
WA EAEL 6 372.99+44.96° 132.02+10.447 109.53+12.22° 109.56%11.33" 1010.35 % 131. 90
B b R ) A 6 381.52£52.36° 141.42+13.33 130.45+9.14° 104.98+9.94* 958.50 £ 135. 63
WA ESL 6 399.53+57.55 147.17+17.737 130.60=18.22° 128.56+18. 03" 1222.54 +136. 07"
GEET| 6 356.70+35.64° 112.61+13.06° 100.58=9.01" 103.41+13.45  902.14 +174. 12"

Hoe R r 5 AA R, P<0. 018 R SHEA L A, P<0. 05, (kT 5 M H 44k, P<0.05
#3 FEFRSRMET iNOS,sGC.PKG mRNA FIE(x+s)
Eigl Jik B 4K iNOS sGC PKG
TaH 6 1.000 = 0. 090 1.000 0. 106 1.000 % 0. 125
MA 6 3.423+0.252" 3.146+0.221° 2.931£0.206"
3 5B | AL 6 2.128+0. 169 2.045+0.193 2.123+0.194°
W 5 ) A 6 2.930+0.151° 3.047+0. 226" 2.749 + 0. 229"
3 5B R 4L 6 3.150 + 0. 2319 3.123+0.178° 2.631+0. 2120
I 7 2 4 6 1.987 £ 0. 185 1.918 +0.188" 1.729 +0.163°
Hoe R r 5 AA MR, P<0. 01 #& R SEA L, P<0. 05, (R T 5 MH 4, P<0.05

2.3 BIRWATTRPVI ZEBRIE WBERER: #5.82.
52 (A b, B 2H T AR A 41 2 21 R TRPVL F4  SUERREWB S IRIET TRV EAEIA(1+s)
A FRIE K TR (P<<0. 01) ; 57U 21 B, b 75 WE TRPV1
2RO R ST 4 TRPVL 2R A 3R A /KT PRI =l 4 6 1 000%0.177
§P<0. 05);Eﬁﬂ,ﬁﬁ%éﬂtbiﬁf,ﬁlﬁ‘é?%ﬁ*ﬁﬁ\EPQ% B 2 6 3624+ 0. 589"
7 TRPV1 85 1 AR A KGR 2 7 (P>0. 05) 6 5 B A B 6 L 376 £ 0. 156"
Jrlhi%él\lglile o e e K o B 4 6 1. 537 +0.255°
. %zi;ﬁﬁ%; %;E ;ﬂjﬁ%iﬁzﬂifﬁﬁ S B ] B 2 6 192320, 065
R o T 7 £ 40 6 1. 440 £ 0. 331°

A TR A L A, 2 JORE g v R AL L BT SR 4
TRPV1 & [ 2R 1A 7K P # FEAR (P<<0. 05) 5 SR i 3¢
AL LE B, TRPVI 3R 3R IA 7K 1 25 O =y 771 B 21
e A, 2 UKL o AR GT B T R (P<<0.05) . AL

ok T R AAE,P<0. 014K T 5HR 4L,
#%,P<0.05
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H1 % )rwtfﬁ TRPV1 & 1 4.9 £y 45 [

#*5 FEABR IHCEHRMETITRPVI EARIE (X £5)

45 i B2 TRPV1
ZH4 6 0.182+0.017
MR 4 6 0.574+0.108"
R A & AL 6 0.208 + 0. 017"
R N B A 6 0.370+0. 034"
s R 2 4L 6 0.526+ 0. 056"
Ty Hi7 5% 41 6 0.263 + 0. 048

E e R T R AR, P<0. 01 #Rk T 5 A 4
B,P<0.05;( )&k m 5 M # 24 th 4, P< 0. 05

25

iéjt%rzrﬁfd 4 ﬁéﬁ%ﬁ*ﬂﬂf} | E4 ia‘iﬁ%ﬁ)mfﬁfdaéﬂ
B2 AR R AR Z S TRPVL &34 (THC, x 100)

3 B
WmﬁﬁﬁﬁfﬁﬁmcEﬁé%*ﬂ%ﬂz‘_éﬂ
5] A0 JE 2R 2R R A ANE | I E M N, 21
SRR oy A3 221 Ak T I 4E DK £ i e R
B TL-6 TL-18TNF—a 25 % FiE A 5, A 1 A ik
o7 201 Pt 286 B AN RS AT, P RZ 41 R AR TCAM-1, AT
WOR JE ] N o i EE IR YL I C 4R 4R RS 1 TRPVL
{00 YT R IR A S JAUBK BRI, TRPVL 52 4 8 T B A
I 795 A F 1 BH B 1@ T8 , % Ay IS B I Bl
AR E) 75 W AR R R AR Y, FE PIC AR
P, TRPVL A D9 8 32 38 45 44 P 98 0 R 7 1 NO
RO AR RO, RSP AE TR UK A A
L R A SP, AT 2/ MA TR &

W5, Bl 2 e PRSP BEN R AL AR R T
AT RIS A0 L, 5] DA 2 R 98RE D I S0E
M NO AN A — B 2E A 5, i 2 A )
TE VSR T, T8 JE B B A AR A 5 e SR A i
HOREERE TR, 25 R4 R G005 T 1
SRR L TN R . INOS SR N
PEAENO A B 1 5% B R s i , 7 22 b B0 8 98 RE R
RIE , Z 5K SAE N

WF 58 & B, iNOS/NO-cGMP-PKG 15 5 i % AE %

Z 54 G RIE R PLRZ A FRAE RS 51

RAFEE/ER, cGMP-PKG J@ % 52 NO B4 TRPV1
(148 HLAE 54 a5, BRI P IR SR 3o s 25 /%
YAFE DA R AR L R 2% A6 R ARG 8 1 22 1 A Y 48
5, TR A 8 0 S A AT R AR AL, 8 A R SRR T
Ukﬁﬂlm@%N Eﬁ% D}ik Eﬁl‘;ﬁfxw/um ’f
i JE R TT (B Bl R B0E INOS, M AL LK =R
A N0, NOJE I 4 BUPE T AR IR AP & n B
BAE T 2T 4 e s & 3 s6C &, il R A&
25 g 2550 N T A B 0% o sGC A& — Fh 4 M PN {5 18, 37
1K 1) SGC REE AL, cGMP, T cOMP RE % I % 4%
M43 5 L 4G cGMP 4K 6 ) PKG , cGMP 3 it 45 & PKG
(180 V9 A VR 1 45 KA 3 R A5, W30S PG A FL i R AL
TE AL B PKG ] R 1L TRPVI PN 22 A B ik 3t
M 800E TRPVL . 38 85 ¥ TRPVL 52 2145 85 7 It
) 5| D 1 240 S 2 AR 4K TR i s A EL AT, R ik SP 2%
TR T AR 2R 2RE , T S 5 & u M
PEAL 386 AR 3R A AR BT AT R B, NO 3 i B0
cGMP-PKG i 1% , 3 B 1S AR #h 48 45 #1128 70 1 TRPVL,
T B R S 458 3 A

AL R BN BRI SR TS AR A5 15 TRPV L
H A FIE KT S I3 SPLIL-6.1L—-18.TNF-a. ICAM-1
F ik K P T, B B HINT i 45 AT 38 o 0
TRPV1 B JHOE B , T B 2 U5 1 ROE . 20 Wi %5
TOURL - T J5 5 5 S0 7= 71 R 4 I3 SP 116+
IL-1B, TNF-a, ICAM-1 35 /K ¥ 2 B A%, HIK B
R #2415 iNOS . sGC.PKG mRNA F1 TRPV1 & B £ ik
RSB B AT , W25 RORE o 771) B 2HL 7 0 T B 55 4

[i] , ot B e 2 ey m] Gl i 1 4% iNOS/NO-cGMP-PKG

15 538 B , 404 TRPV1 3 18 5 AL 5 8k 20 33 38 ik B
T DT A 4% 3R 0 o 5 % B 00 448 R 11 9% (1)
EH - WF 7T 87~ , TRPV1 i@ 1B AN 52 NO-cGMP-PKG
SEHSI TS, FNEEENEZETES
) 4 L3 S TR 10, mﬁﬁﬁ%T%HjNoTL
I S cGMP/PKG 0] 422 185 45, 41 i) DRG ## 48 7T [
TRPV1 354 , AT R 5 NO B Ji A o<

27 b ATk ,NO Xt TRPV1 w] g B A X i 5 AL
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