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I A3 3 W F5 1 e BCRC LR Dk A0 R It 5 mL, i
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BANHAATE, AN T KE=RE-TE)/ W
Fx100%,

1.2.2.4 KEREKESI Yt IL-2, INFa LI K B-
actin 51K 1,

# 1 RT-PCRIEEFIMEFT(n=16)
Table 1 Primer sequences in RT-PCR (n=16)

B4 L T iF K (bp)
IL-2 CGCTAGCTCGATGCTGCATCA CGATGCTACGCTTAGCGTATG 136
TNFa CATGAGCGCTGAAGTGGTGA CGATCGATAATGGTGAGACC 149
B-actin CGATAGTTGGCACGTCGTGG GTAGTCGAGTGCGCATGACA 121

1.2.2.5 RT-PCR #:3% SD K Bl 3% # VEGF I
bFGF &3k i« A 11/ B B-actin, TNF-o Al
IL-2 RS9 5 40, 3 K B2/ F 150 bp 19 |
Bto RNA (462524 60 mg [ Jili & 41 218 A B
E VUG, A Trizol i, WF B 5 B0 I L3, |5
A G A7 Ak 252 B0 B 13, i A S TR TBEE B 3 B
UUVE, J5 1l DEPC /K& %, T PCR § 8 h 97 1 .
RE K SOXEY TAE R kA 1x TAE ¥R AE A%,
FREL0.52 g BEARHE M A S| IXTAE 3 Y, 2 )5
O AR E B JE A 4 wL BAER Je bt 45 S IR
5o IR N BB R S K ST A FRL KA AR A
6 pL ) DNA Marker D) K H B ZEE PCR ¥ 3474,
1.2.2.6  Western Blot 3l %8 &k Bl IL-2, TNF« .,
NLPR3 il Cav-1 25 [ & & - O 41K R 22 fili 41 4 60
mg, 5 f5 B B0 T, i RIPA 24 fig i 1 PMSF
WFEE 1 min, J5 8.0 15 min W BV, % D4
458 W YA, K 45 21 5 P R 22 [ B vk B8 s B A7 2R
FIERE . 8 NC BB B QL5 AE 25 245 v s n e B
WO I AEFE IR AL B0 0.5~1.5 hy FEEUH G
B NC JEE T TBST Hrfde 3 W LLS A it R
Cav-1,B-actin fil NLRP3 i1k, 4 C W HE LR F
2 RECH NC R, F TBST i P vk 4 WE A 2
PO, R a WA b WEE 101 4 B B0 A BRI
22 2 A7 R A8 n 2 B b, 5% 8% 2w = ST R
k.
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V] SPSS 20. 0 B A G2 it 43, i Bodl 34
bR e 25 (x+s) Ron, I7 255 MER B0 5 2H 1] LA
R A LSD #3568 , ] Pearson Correlation 347 AH ¢ P 46
B K30 KM a=0. 05 ; THACERE LR X K5 5
P<0.05 2 5FAgit¥E L,

2 #HXR

2.1 KRHELATFRELLF0rER 5=

TSI, 25 4R BRUE IR A 3 LA, 25 e gt it
H X (P>0.05) ;M5 , 5% BEA L g, B0 41 Fn Ay
S5 FEIK A8 A K BRI IR 401 236 f) 25 B A1 5 S AR R A LA,
A7 FEHE K E 2 K BRIV U A 3 RN, 22 R A 4
T E L (P<0.05) o 5% B2 b, A5 780 20 il 2 48
TR L T A LA, A SR TR A
it 25 23T i LU ) G S AR, 25 SR A Se i L
(P<0.05), L3 2,
2.2 Mi% VEGF #1 bFGF £ 24 Rt K

FEXEAE 1R G, 5 0 R b A, B AU 21 R A 25 4T
Bk 2 40 ¥ o VEGF 1 bFGF 7K - i 3 1K, 2 5
Agit#E L (P<0.05) ; 5B L, A7 EFTIK
SEA MG T VEGF il bFGF K E B EF 1, 254
Biil# L (P<0.05) , W& 3,
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Table 2 Results of dry and wet weight and respiratory rate of lung tissue in each group(x+s,n=10)

2157 %L T LI P AR 2%/ (YR / min) T S J P ART 2/ (YR / min) il 4 4+ 18 L i/ (W/D)
Xif & 21 10 85.34+3. 56 86.50+4. 50 2.29+0.51
70 2 10 83.00+2. 57 54.50+5.76 " 4.82+0.26"
A RATIKE A 10 87.53%5. 00 72.75+6.74"* 3. 110. 53*

TE: S0 IRALAH FU 8, © P<0. 055 SR AH Ho 4%, " P<0. 05
Note: compared with the control group,
#3 HHAKRMFEHR VEGF i bFGF £ =Ltk E (n=16)
Table 3 Comparison of serum VEGF and bFGF levels

in each group of rats (n=16)

21 5 VEGF/ (ng/L) bFGF/ (ng/L)
Xt B2 0.491+0.011 27.17+1.19
TR 2 0.126+0.014 " 12.28+1.26"

i FFCRE A 0.368+0.079 ** 24.85+2.36""*
TE X A M #E, * P<0. 055 SRR 41 A1 He g, * P<0. 05

" P<0.05; compared with

Note: compared with the control group,

the model group , *P<0. 05
2.3 Mm% IL-6 71 iNOS EH &S =%

TEIERE 1 FLLG , 50 IR L4, A AU 20 Al Ay 56
FEWKE 20 TL-6 F1 iNOS /K V- 24 Wi 2 T, 22 5% A 48
PR L (P<0.05) s SHEAIA H A, A B4R E A
IL-6 Al iNOS 7K - ¥ {2 B AR, 22 52 A G0 it 2 7 &
(P<0.05), W% 4,

x4 FBHAKXKRMFH IL-6 1 iNOS K E LB (n=16)
Table 4 Comparison of serum IL-6 and iNOS (rn=16)

24 41 IL-6/wg/ml) iNOS/pg/mL)
Xif R 41 2.01%0.32 2.25+0.94
LT 2 4.46+0.53" 6.03+0.98 *
7 FEFEKE 4 2.89+0.73** 3.68+1.27"*

* P<0.05; HHER A L EL,FP<0.05

" P<0.05; compared with

TE 50 M2 A He 8
Note; compared with the control group,

the model group,*P<0. 05
2.4 IL-2 #1 TNFa FixER

RT-PCR 25 R R, 5 XF B2 LA, iRl 4 1L-2
M TNFo (38 5 25 FH 5 (P<0.05) , 47 LHEIK
JE LY IL-2 Fl TNFo 3235 B 5RO RV A A LU RRAIG, 5
XF HRZHAH L g A7 T, 22 R g R L (P>
0.05), 135, 1,

x5 HBAKXRIL-2H INFa REELE (n=16)
Table 5 Comparison of IL-2 and TNF« expression(n=16)

25 51 IL-2(JKEEAE) TNFo ( JiBE(E )
popiickiil 2.25+0. 49 4.13£0.25
A2 6.26+0.75* 7.36+0.97"
A7 FEAEIRE A 3.99+0. 75 5.47+0.37

T - X IR AL LA, © P<0. 055 SR 41AE L4, " P<0. 05
Note: compared with the control group, * P<0.05;compared with

the model group,*P<0. 05

* P<0.05; compared with the model group,*P<0. 05

1 RT-PCR #& i IL-2 #1 TNFa Ri%EF R
Fig.1 RT-PCR detection of IL-2 and TNF« expression

2.5 NLPR3 #1 Cav-1 EHRXER

A B ECA I A5 R o, 5k IR LA,
A 20 A7 S5 FE WK 2 9 NLPR3 Al Cav-1 2 11 3%
B E S, ERYAESITHE L (P<0.05), 5
BOB2 e, 47 54T 0K 52 41 NLPR3 Fil Cav-1 % 11
KR ERRAL, 2R YA ST FE L (P<0.05), 1
*=6,K2,
®6 HAAKAR NLPRIF Cav-1 EARIKELLE (n=16)

Table 6 Comparison of NLPR3 and Cav-1

protein expression (rn=16)

215 NLPR3 (KB4 ) Cav-1 (JKEE(H)
X HE 41 0.23+0. 02 0.43+0. 08
LT 2 0.98+0. 11" 0.99+0. 12"
i R FEKE 4 0.72£0.19"* 0.6520.09 **

e S B AR H g, P<0. 055 BB MT LB, * P<0. 05

Note: compared with the control group, *P<0.05;compared with

the model group,*P<0. 05

& 2 Western Blot # il NLPR3 1 Cav-1 E KA B R
Fig.2 Western Blot detection of NLPR3 and

Cav-1 protein expression
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P A 109 ) R T A TR e D 2R T LR 4 Al

B B 0 0L A0 R A 5T S S S D R K
DA K eI D REAS 4, PRI 30 . il AR SR Y
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Dexmetomidine Reduces Hyperoxic Induction by Inhibiting
NLRP3 Inflammatory Activation

LI Gang, YU Hongbiao, REN Sihong
( Department of Anesthesiology, Nanchong Central Hospital, Nanchong 637000, China)

Abstract. Objective To investigate the effect and mechanism of dexmedetomidine on hyperoxia-induced acute
lung injury. Method Thirty male SD rats were randomly divided into blank control group, model group and
dexmedetomidine group, and the hyperoxic lung injury model was constructed. The dexmedetomidine group was
injected with dexmedetomidine daily while the control group and model group were injected with saline. The dry-wet
weight proportion of lung tissue was measured. The expression levels of 11-6, iINOS, VEGF and bFGF in serum of
rats were detected by ELISA. The expression levels of I1-2 and TNF were detected using semi-quantitative PCR. The
Western blot was used to determine the protein expression of NLRP3 and Cav-1. Result The dry-wet weight
proportion of lung tissue in the model group was (4.82+0.26), which was higher than that of the blank control
group (2.29+0.51) and dexmedetomidine group (3.11+0.53), P<0.05. After 1 week of modeling, the mean
respiratory rate of the dexmedetomidine group was(72.75+6.74)/min, which was lower than that of model group
(P<0.05), and serum VEGF and bFGF levels were (0.368+0.079) ng/L and (24. 85+2.36) ng/L, higher than
those in model group (P<0.05). The levels of IL-6 and iNOS in the dexmedetomidine group were significantly
lower than those in the model group, and NLRP3 and Cav-1 were significantly higher than those in the model group
(P<0.05). Conclusion Dexmedetomidine can inhibit NLRP3 inflammatory activation and alleviate acute lung
injury induced by high oxygen.

Key words: Dexmedetomidine; NLRP3 inflammatory body; hyperoxia; lung injury



