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AEREKREXE & #EIFS KR INE M &
ALZA A TREM-1 mRNA Rz

(" REFRRMEERKREA, 7 Rz 524001)

(HE] BB RitH £ KL 548 (LPS) % 5 K KA do P b 5 om B BE #F 29 16 ik &% #-1 CTREM-1) mRNA & 34 #
Bm. HiE AARER Wistar KR40 RPN A RS BREJ P REME, RAMMEFTRE HLHEMNSH 4B (=10). A 4.
P b xS BB 48 P dm B P Am N LPS(4R E % 100 pg/1) 5 C 40 P M 5 fm B P Am N LPS(4R E 4 100 pg/L) m A £ ek &
(ZR & 0.5 ng/mL) ;D 48 . P Mk g B P Ae N LPS(R 4 100 pg/L) s £4eofk & (S E % 1.0 ng/ml) . M F 24 h 5,
W% EiFk, R ELISA il € TNF-o IL-1p #= T1L-6 #9 & & . R i RT-PCR %2l € TREM-1 mRNA # Rk ik, R 5 Aun
4% ,B 4 TREM-1 mRNA &% il , TNF-o. IL-18 #= IL-6 89 3 I &, 2 7 A % it 5 & L (P<<0.05)3;5 B4, C a4 D
TREM-1 mRNA % ik F i, TNF-o,IL-18 #= 1L-6 84 3R & KAk, £ 57 A 43t % & XL (P<<0.05); 5 C 44, D 41 TREM-1 mRNA
A K ARTF TNF-o IL-1p F= IL-6 49 I £ F A% 2 E L (P>0.05), & & £46k & Tidid T TREM-1 mRNA %
L4746 LPS # § K R 48 do b bk 4 e TNF-o IL-13 Fo 11L-6 69 & R R 4 .
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Effects of dexmedetomidine on expression of TREM-1 mRNA in rat peripheral blood neutrophils exposed to lipopolysaccharide
He Qixia .Lu Yan” ,Chen Cuiping ,Gu Xiaoxia s Zhuang Haixia . Zhang Liangqing
(Department o f Anesthesiology s A f filiated Hospital ,Guangdong Medical College ,Zhanjiang ,Guangdong 524001, China)

[ Abstract |

blood Neutrophils exposed to lipopolysaccharide (LLPS). Methods

Objective To investigate the effects of dexmedetomidine on the expression of TREM-1 mRNA in rat peripheral
Peripheral blood neutrophils isolated from male Wistar rats were
seeded in 24-well plate in dextran saline culture medium in CO; incubator,and were randomly divided into 4 groups(n=10 each) :
group A negative control;group B was exposed to LPS 100 pg/L and group C,D were exposed to LPS 100 pg/L+ dexmedetomidine
0.5,1.0 ng/mL respectively. The neutrophils were then incubated for 24 h. The concentrations of TNF-o.IL-18 and IL-6 in the su-
pernatant of the cultured neutrophils were detected by ELISA. The expression of TREM-1 mRNA in the neutrophils was detected
by RT-PCR. Results
IL-1B and IL-6 in group B as compared with group A(P<C0. 05). Compared with group B, the expression of TREM-1 mRNA and

Exposure to LPS significantly increased the expression of TREM-1 mRNA and the concentrations of TNF-qa.

the concentrations of TNF-a,IL-18 and IL-6 in group C and D were significantly reduced (P<C0. 05),the expression of TREM-1
mRNA and the concentrations of TNF-q.IL-18 and IL.-6 in group C and D was no significant differences(P>>0. 05). Conclusion
Dexmedetomidine can inhibit the synthesis of TREM-1 and inhibit the secretion and dilivery of TNF-o,IL-18 and IL-6 by down-reg-
ulating the gene expression of TREM-1 in rat peripheral blood neutrophils exposed to LPS.

[Key words] lipopolysaccharides; dexmedetomidine; TREM-1 ; neutrophils

it 224 (LPS) 2 4 = [ 1 4 1 4 D A 9 2 3 00 LA B BRI . B Ah 22 A AT 58 41H i 58 K #A (DEXO 36 BAT W] 2

FERGLLI X LPS 3 77 A A 5 25, Kt 40 i 1R 7 R R A A
J 430 AT 75 K 4 B 98 P BT ™ B8 4 ] 5 BN 3 ILE Fn &
A B U RE RIS LA AE . BERE 0 fih 32 1K1 (triggering recep-
tor expressed on myeloid cells-1, TREM-1) J& i 45 & & B ) &
TR TR A0 AR A/ W A R 40 ) 3K T Y A 5 R
BB R IEALZ A B I015 5 1 S 3% 7E R M N &
A F NGB R H TEEAE FYY  AE E FL SR ALY B S
SR WY A B LPS BB 51 & b R kL 40 M AN 1 Rz 40 i
TREM-1 [ 3235 B SRt . Ay 26 FE 0k 02 — Fh g i 2 1Y
a W R IRFR AR AW R R A B B L 0 R 32 IR 3D
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FARBEIW AR NG RR BT, 2

BB AR BT RAE Y™ RO I A7 HEFERRE X LPS
PS5 BN A i R 40 il TREM-1 mRNA 2355200 .

1 #E55E

L1 FBRH LS A 5 F 0K UL 518 5 5 25 B0 A PR
D, LPS(Sigma 243 A, 38 5] K B A MR 20 i 45 B i (R
B AE W R A BRA ED L B AR & (LR B = R
AYAFED L ELISA KA & (REFEAYW LEAERARD.RT-
PCR #H &1 (Takara A &), H A, 51 ¥ & R (LA TAEY
TR AR S AR A ). 9600 B PCR §" 84 4% (PE A A, %
ED . DH2000 BE B BAR 43 BT & 40 Ch BB R 0D .

TE& B A 258 (1977 —) Ll
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1.2 ZhYy k£ K 50 JR i rb v okz 40 B 4 B 30k BB 4k R AR
Wistar KR 40 H K& 230~270 g, B )" 7R R4 Be SC 50 3 1
s R AL T 3RO b Y v S g 2 O RO DR I A 6
mL, il 2 mL 6% 47 e M B AE B K IR A1 G fE = R E 30~
45 min, 2L T U1, B B2 4 M 1 1 LA S o 3 2R R
W32 5% A W47 J2 O L 5 500 r/min B0 30 min K UL TE 41
F0.83% NH, Cl % W BN 4 i . B0 ki J5 , & T 2~3 mL
0.10% H A Hank's 3 H o 11500 %45 20 0 34 5 L B0 B v 04k
A IR G B TR Yk 36 Ml Giemsa e (0, B E HAE WG R 5
1.3 Smsrdl  BENLECT R VOK A MU BENL 532 4 4l (n=10),
ACZH B X BR G B A . v PR AN B P A LPS (29 B S 100
pg/ L) s C 4 PR 40 M R i A LPSCR W g 100 peg/ 1) Ay
AT E (RWKE S 0.5 ng/ml) s D 20 . Hr Pk 40 i o i A LPS
(KURPE S 100 pg/ 1) IMAG EHEKE (ZHREEHy 1.0 ng/ml) .
1.4 WEHENR AAMMBEPEE 24 h 5 CERF LW, —
20 ‘CTENK - R Al ELISA 3l %8 TNF-o.IL-18 FI 1L-6 A ¥ FF .
SR L s RNA,RT-PCR #:9l F TREM-1 mRNA % ik 7k
-, TREM-1 |84 :5'-ACC ACC ACC ATG GAA CTC
CGA GCT GCA ACT AAA T-3'; T8I #: 5 -GGG AAC
ACA CCT CGA GCC TGA TGA TAT CTG TCA C-3', ¥4
B 552 bp. DL Bractin /E N %, Bractin BB 9.5
ACC ACA GCT GAG AGG AAT CG-3', T8I #:5-AGA
GGT TTA CGT GTC AAC GC-3', ¥ 1 B B K JiF 256 bp,
PCR JZ Bifk % 25 pl, S B 4514 K94 “CAS P 5 min Ji5 , # 94
°C 305,60 °C 505,72 °C 50 s, 9" 30 MER )5 72 “C LA
BAREAR PCR W) 4 pL FOTR B i 2FE 22 0O 1 L,
T 1.5 % Bt I W 5 B AL &L L . 80 V fE JE HE 3k 20 min, fH
DH2000 %1% ER 31 RGEFAT B854, L TREM-1 mRNA
Skl I FEAH 5 Bractin 2571 JK B {H 19 G {8 R Bt TREM-1 mRNA
FIRKTF,
1.5 it b SRHA] SPSS 16. 0 GE 3+ 84 40 A Ak 21, 344
BB Ths o8 T BCRORER A o KL, 4 ) HE R AR A
HH LU P<<0.05 HEFAGEITEE L,
2 & ®

4 41K RSN P kL 40 0 TNF-o, IL-18, IL-6 01
TREM-1 mRNA fb#. 5 A 44 .B 4 TREM-1 mRNA
Feik B TNF-o IL-1p I 1L-6 A9 ¥ BE T+ (P<<0.05); 5 B
L%, C 4070 D 44 TREM-1 mRNA %35 F 8, TNF-o.IL-18
I TL-6 B He B B AR (P<<0. 05)5C 415 D 40 TREM-1 mRNA
Fih & TNF-o IL-18 F1 1L-6 [ ¥ Bt 22 5 B SR i % &
(P>0.05), 1% 1,

F1  AAKRBIHIEMAERAE TNF-o 1L-18.11.-6 F0
TREM-1 mRNA b (74 s,n=10)

10 min,

A% TNFa(ng/ml) T-18(pg/ml)  11-6(pg/ml) TREM-1 mRNA
AZ4l 0.27%0.11 23.004£8.00  127.00£18.00  0.47+0.19
BZH  0.78+0.172  79.00£114  308.00--42.005 0,780, 292
C#H  0.61£0.154  55,00£10.00A 257.00--25.004 0,620, 254
D4l 0.574£0.13&4  51.00-£0.004  238,00--23.004 0,590, 224

A P<<0.05,5 A 4L 4 . P<<0.05,5 B4 L.
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2001 4F , Bouchon Z£™ 5 W 13 T TREM-1 {1 4+ 5 e
IR Y G B M & IR TR T MO . TREM-1 fig %
3 b B R T A ) DAPL2 5] R 6 R A0 I N R O 0k R AL
fik e R ARG 4 P L L 5 (5 R A 40 B R B A 4N B R i TL- 1.
1L-2 1L-6 . 1L-8 . 1L-12, p40, TNF-q. i iz & 4 [ (MPO) | Hr 44
S 21 i ¥4 b 3 -1 (MCP-1) . MCP-3, B % 41 i %5 1 %5 -1«
(MIP-1o) s DA B3 M 480 B fl 3 fih 2 e M 40 6D R SR A% 400 i )
RAE I T F R AE B T 19 73 W0 A0 45 2 19 3h 5L, BEALAAR = AR
RAE PR F T B IR A RN fff R PR B R, b
SEAT DY RTIABE ST R WL 100 g/ LA LPS il 4
il &% THP-1 #3160 (1 TREM-1 &35 FiA ., B G A B 506
LPS 2k i 7 2 100 pg/L, 85 W], 457 LPS Jili# )5 . B 4
5 A4 te#, KBNS k4l e TREM-1 mRNA =ik 1
W TNF-o IL-18 F1 IL-6 149 B 7+ &5 . Uk B LPS Al 75 5 op i r
YA L, 2 B TREM-1 4 80 . AT 55 & TNF-o IL-18 #
IL-6 (A S R, IR AT 55 46 DK 2 19 HE 22 R 97 SR VR B Oy
0.4~1.2 ng/mL, B, ABFFEL C.D 45050 A 45 %46
AR Y BE R 0.5 ng/mL Ml 1.0 ng/mL.Z5 5 £ . 5 B4 1L
#,C 41F1 D 41 TREM-1 mRNA % ik F %, TNF-o. IL-1p
1L-6 19 B B AR Ui B A7 SE4E 0K 2 A N 9 TREM-1 mRNA 3%
KL TREM-1 (594 5 4061 LPS 75 5 K B A 1 A i ks 40
it TNF-o IL-13 F1 IL-6 A= 5 BE iR

A EHEVKE R W TREM-1 mRNA £35HLH H AT i A W

o DR R B RN, TLRA R & 0T,
TREM-1 ¥3% Al i R 02 28 P 40 i B 7 TNF-o, IL-18 1 B
[ B /0 T 6 A M PR TL-10 B, T EL & TLR A fg
TREM-1 357K | . TREM-1 3 ik K F 0] i 48 TLR-4 {%
5 PR AR OGS MR AN AL B Y R 3k AT R T TLR-4 3%
RN T, TREM-1 5 TLR {5 53 8% A G847 72 V3 5] 76 A .
= 4R SN 58 B oR, DEX T3 3 F 8 TLR-4 mRNA [y 3%
W TLR-A (9 A B, AT ] LPS 375 5 K BN & i B 4% 41
Jfs TNF-o IL-1B F1 IL-6 A= 55 B, PRk /3 D A 56 46
P& B9 TREM-1 mRNA £k 5 TLR-4 {55 5% 5 & 12 ¢ 4
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