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FEMRE, Ak K BALB/c /NERBEAL N Xt BREH . BEimH . BBR (TRPVL I ) 4. BCr (TRPVL 4
PR ) . MR RN B — SRR G TRE PR S SO 55 AR M P /N BRASR R . BIUARCER
BRABCT- 1 b FEKAALH 53 5 76 BRI T 30 min JEJFETEHTBRAER (30 pe/kg) o BRACT (10 pmol/kg ) S FEANA
(2mglkg) o RFATANE - PHLL Y COMEE A AL/ N RSB AAE R B s ELISA YA it E Ve ( BALF )  11-8
FIIL-13 75 Real-Time PCR ARG/ FUMZHZAH TRPV1 mRNA fUAIXS &, 58 SN e, Bl
-2 R b FE K P L B0 S RE R R D, BRARUR 41 A REFR I I N . S50 R by, RN BRORER 41/ R
BALF 1 IL-13 TL-8 7 2 K241 TRPV1 mRNA RikBL B (P<0.05) ; Suzmad tbir, BHUCOT-41. iz
KANZH BALF W IL-13, 1L-8 & M 4141 TRPVI mRNA FE36 I WM ( P<0.05) , BB 4 BALF 1 IL-13,
IL-8 St BRI (P<0.05) o £518  TRPV 1 3830 i R38040 540 350 T 52 g g Wit/ N BRU A0 AR AE AR 8 b K
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Role of transient receptor potential vanilloid 1 in airway inflammation in asthmatic
mice

FENG Shuang, ZHANG Yuan-Yuan, GAO Wen-Juan, BIAN Xu-Hua, SHI Rui-Ming. Department of Pediatrics, First
Affiliated Hospital of Xi'an Jiaotong University, Xi'an 710061, China (Shi R-M, Email: stm1975@sohu.com)

Abstract: Objective To study the effects of the change in transient receptor potential vanilloid 1 (TRPV1) channel
activity on the degree of airway inflammation in asthmatic mice. Methods BALB/c mice were randomly divided
into control, asthma, capsaicin (TRPV1 agonist), capsazepine (TRPV1 antagonist), and dexamethasone groups. The
asthmatic mouse model was established by intraperitoneal injection of mixed ovalbumin-aluminium hydroxide solution
and ultrasonic atomization with OVA for sensitization and challenge. The capsaicin, capsazepine, and dexamethasone
groups were given intraperitoneal injection of capsaicin (30 pg/kg), capsazepine (10 pmol/kg), and dexamethasone (2 mg/
kg) respectively, at 30 minutes before challenge. Hematoxylin and eosin staining was used to observe the degree of
pulmonary inflammation. ELISA was used to measure the content of interleukin-8 (IL-8) and interleukin-13 (IL-13) in
bronchoalveolar lavage fluid (BALF). Real-Time PCR was used to measure the relative content of TRPV1 mRNA in lung
tissue. Results Compared with the asthma group, the capsazepine and dexamethasone groups showed reduced pulmonary
inflammation, while the capsaicin group showed aggravated pulmonary inflammation. Compared with the control group,
the asthma and capsaicin groups showed increases in the content of IL-13 and IL-8 in BALF and the mRNA expression
of TRPV1 in lung tissue (P<0.05). Compared with the asthma group, the capsazepine and dexamethasone groups showed
reductions in the content of IL-13 and IL-8 in BALF and the mRNA expression of TRPV1 in lung tissue (P<0.05). The
capsaicin group showed increases in the content of IL-13 and IL-8 in BALF (P<0.05). Conclusions TRPV1 channel
agonist and antagonist can influence the degree of airway inflammation in asthmatic mice. Dexamethasone may reduce
airway inflammation through regulating TRPV1 level. [Chin J Contemp Pediatr, 2016, 18(9): 874-878|
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W Wiy 2 LB B LI P IRGE S R 2 —, &
R EBAE LIRS, HR R AL AN e 4
BIEG, HRTA LT AR th Z L LR 2 5 5]
LB o WEAT FEL 7R AZ 2R IR AZ AR (transient
receptor potential vanilloid, TRPV ) SR BRI 2 A LA
BPMIENTREZ —, TEWIL TR RS+
HERZERE, Hh a8 Vi LA
SR IRGEIRL: | I N R AN RAEANISE
TRPV AT LA 2 Fp 4 At 9 A NI R 738, T AeS
RIS AR5 I, T O e LIRS TR PRI
RGEMDIREIEE . AR, HORBZ TR,
TRPV1 A REE S 5175 & L35 2 s 1) B S 305 5
o3P

Syt — A A TRPV 1 78NS 48 A AE
FH, A0 38 o 4 2 i/ BUBEARL, BF5E TRPV
0 T 35T ) SAUA 2R R 3 A 0 ) R RO BT
BRI SOAE R I B AT D& R T oMb KT
1 #RtER*®
1.1 BYEEHESSA
VEBUH T 2MEE BALB/e /N 25 H, 6~8 JHIIA,
RE 162, JEAT 1 JEEMN R SE, BEVLFEE5>
SAEE X R BERGZ . BURGE T AL HRCE
T MK T4, B S K. S% 30k
il 2 s S AR L B OE R X IR AL AL, HiA A
AT 1L 8. 15 RIS SFENEEMA (OVA) -
FAFIRS WS (100 png H) , 5522 Kild
BH/NEEHST OVAEBRER K (19%) HF%E
TR AT K g, £ 30 min, 4542 7 . 1EF R
HE A SSCOR I S i AR A B ER K BRI . BURER T
FAZH | FHABOR T 2 11 4 B KA 243 50 78 45 Vi
T 30 min M8 SRR (30 pg/kg) o HUHRCE
(10 pmol/kg ) MM ZEKFA (2 metkg) o FESZERE
28 Kb, T 1 i & /N 24 h IS TRE SR 4R
1.2 /NERAHEZEDE RS IL-8 #0 1L-13 gyl E

KH U mL a8 Sk OUE R, WU E
mAfA, 1 mL 3SR EL 2 0.6 mL DEPC K,
SRS E R ENBINN, 80wk, EE b
Ve IR 3R, [ >80% S THE VR R AE T
ELISA 7 I 5 fifi 360 % %6 ¥ ( BALF) v IL-13 Al
1L-8 7K

1.3 FHERBAKRIE - FLOALE

B2 B 2 M, DEPC 7K Pk 2= 26 B i
MR WS [ 22 SRR T 4% 25 PRS0
[ 22 24 h J5 R R0 K e . T S BERSWAE A i K
I, RO Bl A 20 B K 4, K K e it 21 21
BTSN OB, HEUEHR RIS,
S IS AT I ARKS — AT (HE ) Jeft, BB PR
Pl 2R A IR I L
1.4 Real-Time PCR i&#ill TRPV1 mRNA g%
1A IK

B2 B A M, F DEPC 7K Uk 2= 26 B i)
M, TRIzol AWML ZLE RNA, %6 5% A
cDNA. FFA 514 Takara 23 ®i% 114 . TRPV1
W51 #: 5'-GACCTGTCCTGCATTGACACC-3',
THEL19: 5'-ACAAATCTGTCCCACTTGTCCTG-3',
R B K B 143 bp; N = B-actin I i 51 ¥
5'-CATCCGTAAAGACCTCTATGCCAAC-3', 5]
). 5'-ATGGAGCCACCGATCCACA-3', HEKJE .
171 bp. PCR RZJAAZR (20 uL) : SYBR Premix Ex
Taq 10 pL, L FIESI945 1 ul, ¢DNA 1.5pL, K
F K 6.5 uLo PCR N 45 F: 95 C HUAE 14 30 s;
95 CAE 1 5s, 55°CIR kX 30s, 72CIEAfH 305,
17 40 DNEH; B 5 72 C LE A 10 min, £
DioRad.iQ5 Z A4 54T, B (3L R AR X ek
PL2 2t R, Hd A Ci= BHRHEFE G- NS5
Ct, AA Ci=&AbHH A Ci— ¥HEH A Cro 52
s HARE 3 IR,
1.5 SFit=EaHh

K H SPSS 13.0 A B a2 T 5 11240347 -
e BRI £ PR (xxs) Rom, 24
[i) LU 5 R FH S R 3R 7 22 43, 4L R 7 L 3R
SNK-q #i55. P<0.05 NZEFAE G FE X,

2 #R

21 BHNMRIGKRRARMARREFETN

W Mg 2H /N R S5 AL IO IR BT AN 2 . I
afe. JUHARE RINR EAFR, UMK
MBS, WS BB T A B aEk
AR 5 BT T B2 g SRR A%, 5 L ZEK AR A
RIEPLL, HE LR BoR SR ha ] UL, B
S 2L M ZE KA T UL I AR R B AR,
R T I R S AE AR EE W (1)
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2.2 KHANPMRATHELZ TRPVI mRNA HI&RIE

WM . PR T P4 S 0 5 6T B g,
TRPVI mRNA %3587 B 3hn (P<0.05) . BHF
T . i ZE KN T TULE 5 531 5 02 o 2 A R
T Fe s, TRPV 1 mRNA 263k B i FAR( P<0.05 ).
BHE T W4 5 m 4 e, TRPVI mRNA %3k
i, HERLGI2EE L (P>0.05) o W1,
2,

*1 HHANBREAZR TRPVI mRNA X RIAEELE

2.3 &4H/NR BALF 1 IL-13 #1 IL-8 7K E
WENGZH . BRARCE T T4 5 1 W X B b,

1L-13  1L-8 1% B B i1 ( P<0.05 ) o BHABCE- 104
H FEK AT L e 4 bR, 10-13. IL-8 F i
I FEAIG (P<0.05) o BURUER T4 5 eemi 2 s,
IL-13, IL-8 & & W1 (P<0.05) . HiZE KA
T 5 BT T4 e, 10-13 75 5 B 5 BRAIG
(P<0.05) . W#2, K3,

*®2 &HFA/NFE BALF 1 IL-13 F1 IL-8 S ELEER

(x+s, n=5) (x+s, pg/ml, n=5)
2051 TRPV1 mRNA X ik & 205 IL-13 1L-8
TEE X IR 1.01+0.15 TEE X IR 830.6 + 14.4 760 = 19
Wi 2 11.64 + 8.05° W i 2 930.0 + 14.0° 820 + 9"
b e T 16.81 591" b e T 974.3 +1.2*" 847 = 7%
FRACT- T Hi 2 1.00 + 0.76" PRACT- T Hi 2l 902.6 + 16.2" 786 + 6"
b FERIA T TR 0.91+0.16" RPN T TR 874.6 + 18.7" 783 +23"
F1H 7.554 F1{H 43.827 17.059
P1H 0.01 P{H <0.001 <0.001

e oasR 50 AL R, P<0.05; bR 5 B G 41 H £
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i P TRPVI-1585V 43 s 22 285 5 L #E 19 i )
KAA K, AWGE RS TRPVI-1585V K& K48 S 40
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SRR R, PR i A5 AR N BRSO ARE R AR
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