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Sepsis is closely related to the multi-system and multi-organ pathophysiology of the body, which can cause immune
dysfunction and affect the stability of the internal environment. In such patients, the risk of surgery and anesthesia
is extremely high. A large number of studies have shown that general anesthetics have immunomodulatory
effects, and potential anti-inflammatory effects help to alleviate the systemic inflammatory response caused by
sepsis, which has positive significance for the prognosis of patients with sepsis. Therefore, in-depth study of anti-
inflammatory effects of anesthetics has important guiding significance for perioperative medication in patients
with sepsis.
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1.1 AiAmH

PRTE 1 3 a1 B e R SR B A i
A b PR A0 i 3 8 M AR A GE I 1 B R T, A Mk B
iE B P RV AR . SCER[9 4B . Y
TH By 7T LAY/ £ AR AE R B R A, 4 i 9Rg IR BE A
Fa(tumor necrosis factor a, TNF-a), HZifi/
% -1(interleukin, IL-1), IL-6, IL-8&%IL-10, It
Hb, PRTA B3 15 E B AT D/ JHe T A R 2 A 4
3 QPRI B AT e A K B Toll R 32 R4 (Toll-
like receptors 4, TLR4)/#% A F«B(nuclear factor
B, NE-xB)ff 5 il B4 195 F 2 — S AL A 5 W
(inducible nitric oxide synthase, iNOS). IL-6 mRNA
R sk, Ry 4 B (A ) i S 1R 1k A %
SiE B, DAPR AP R B A 52 R i p 5 005, AT 2
R RSN DA I 34 RIS ) B R R
la(hypoxia induciblefactor-la, HIF-1a)[¥3ik, i
Bij e B AE /1N BU B S PRI 47, 9/ e 2 o il ) 451
(/TR /N 97 571 B N IR IE ] I BB R 7 e B
i H SR 2475 (natural killer, NK)ZHHE . 400 EETET IR
L 40 6 55 4 o e 2 ) B R AR A P R

1.2 SRR

S T BT 2 A Y 32 AL ] 2 G B0
TLRAMK S PE - JunZd 2 K % B B (c-Jun N-terminal
kinase, JNK)f5 ‘5 P& 0BG . He sk K119 5 (0 Fl
Je 2B, AT I 2 8% (lipopolysacchatide,
LPS) i b F Wi 40 i (W IL-6 L TNF-a ) B ) &
AU A M g I A S R T 3 o 4 I L P S Tk
T L WG 200 L A 5 8, DA T 490 o e 4 ) A e 2
e AR, RIEHFmRNAR S K, LR
LPS/= 4 TNF-a, IL-1b, IL-2, IL-6, MIMiK#EH
W 45 FL2E L (cecal ligation and puncture, CLP)K i
ARG EAE 3R o PR P AIF S 223 A A P S0 R s 51
a2t 119 M T R A 1 R BRU S 3R A ) A
IR AT, BRI 7] 2 1) S B 98055 1 LP S 155 = 1y I
i, W T IR A A -2 (cyclooxygenase-2, COX-
2), iNOSHINF-«kBZEATH L, SCHk[23]3:0] . Sk
LEPSSTRREIN DN € URTIR & NS 75 SN w1 085
A A% SR 48 L (D C) By i 1 2 1T A 4% B 73 410 1)
EH .

1.3 BRIEMECS
Il A 751 2 R 1K 3 M AT TR A B X LP S S 1

RAE B A LR I EIAEN, HErEEA U R, A
W NI B AN i 2 88 T 5 A LPSI B g ik
i FHBK 2Kk 5 COX-2 FTINO S it 26 3k W i 32 F| 41
HCY S BEA, BRIk A A LUE i ) R NE-xB il
JNKAE 5l i R M H TNF-a, IL-1f, IL-6, IL-10
SEARAAE N F (7= A, N 45 B A R

1.4 FFKESHmFKRE

Moeniralam %5 "¢ H5 56 76 1) 4 e 75 A 455 750 op %
. EFIS e AT W 4 T LP S A FTNF AL -6 %5 AL
PR AN 52 (6] B PT84 i i & R R LS
T3 Bl 74 7K P LA R 400 1 5 20 4 ) 7 A R 0 o] o A T
LPSHY R o BLAb, &F 25 K8 AT 31 il N K 41l i 3%
PR AEREIHIVE R, TR 38 AT FRAIK 2 5 1101
HIIL-6 177 A= P7

P e T E PO AR P MR ) i SR KR AR T
I A0 A By RRE I K HEAE R . BRAT g Y
R 2 B 2% K R BE RE /D B 98 RE BB
1L H AL W (myeloperoxidase, MPO) I P &
iNOSI = . i oF KB i T I NF-«xBig 12 X% fiE
KA F (WIL-1, IL-6, TNEF-a) /A4 4 1
., TIPS S 8y S b il 45 200, Bl
ORI FE Y B B 25 e AT LAE b I AR O
C(protein kinase C, PKC)PILKEH LK, Ky
HOC2 K RO LA M e 3Z LP SiF5 5 1) S| Ak 151 45
HELPSZ & /i fifi 1 56 28 K R ir iy ik, H
Wi, SEIFRIEAT AR, PR & 0 525 K e
ANSPE R AN T RE I AR 2 A
PR, X908 2R 40 Je W S (A il 7 B

1.5 RIEPKER

BRL R SCER (3311080, MRICPRTR TT S BCa e
AR BRI REAN 4, T E S LR 1 e DI RE
W RIEIICURRIE R, A B di i 2 HHRIEIK TR 5
HAFH P B E IR Z R 77:28, SR, T JLAR
A FE 05 S e RTAI R A S5 6, R B K AT
WK Pl T T R e 5 i R o P PR v A R Y P
%Tﬁ%(rapid sequence intubation, RSI)‘:F' ., BHE
FEAE . IMAE IR R . TCUAE B B ] 1 Ji s g
BUR B 3G N 2Z () A OCHE . BTk A 2 4%
{18 TAE F1 AR HE DK T DA B A8 & PO RSTHP 5B s O
FLBEA 1 20 4 B 55 1) S R 1< FE K 18 6 T 25 5 K B
() A AR TC W S s e, LS o il i K R A i
HEVRAE . AR, AT LA i e 35 i BRI 5
TNF-af) = A KMFEAE R S IR p M T
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1.6 AERKE

R U4 RFEKE B E AR L, AR
Shy [ R S0 ) Jl B 6 9T 245 0 R AR O Y 1 A 3
%, CRP, IL-6, IL-8, IL18FITNF-alp & &K,
T4 EFLvkoe BAa — @ Pk ag h 7, who
BRI A S FE PR WE A AL AT S O A AR RE BT A% A
2, AMHILP ST 1Y I REAE /N BUM 2 2L 2 AE [
JO7 B4 T 3 s ) N - B 6 BT A 7 e 5
R I 1 R R, BRI TLR 4/ B RE 431k
[ ¥ 88(myeloiddifferentiationfactor88, MyD88)/
MAPKs/NF-xBf5 55 &4, AP CLPIE &
PR 2 R BRI 4% AR S A il 9 9 R W P R AE A
Jo R e Y B RS R - A SRR e T
SRS DI IEARE 1K= Wi ORTSR SN 1| I (B
R AL/ AE AN B, T 98 O AE 5 | R Y S
Jifi 4500 o A7 SEFEWKE TE G R A OCH = T, Wl
NF-xBfF 5 % Fla2- ¥ RGeS AR & T
%ﬁ%%EBl(high mobility group protein, HMGBI1)
A MIHMGB1 mRNAR KL, W] FEARME 2 5 K
BRI 8 % 21 28 e 3T R A BRHMGB 175 i
WeAh, A5 SEFEIRAE AT 38 Ao ol 8 A8 et 28 LAAIE 1 bk 12
AN AP T, R G SR

2 WMNREARMRIERSKREE

2.1 BaEke

P SCHR[46-4710 28K . S FUGE AT 30 ) ik 5 AiE /)N
FLAYNF-«B{5 5 1 % X iNOS/NOR AL ML TE , M
T 20 4= B3 41 58 4 e I F- 7K P (TNF-«, IL-1, IL-6
FTL-1B) F1N P 2R 1 RO AR T2 L a0 4 Jif P 48Uk
Jf G P 4 (reactive oxygen species, ROS) Y™
RSt 493 I ik K B 0 e A2 A5 . FRLPSHA A i B
KEBEAI T, TLPSHE T AT30 min T 5 HUE Tl 4k 2R
AT R AT 3, XA RE S DL B Ry BLEI A O
USLOH R, AR A TR AR BT S R e R A i
BEAE AL A9 SCER A IE , H A 1 STHER X oK >k 19 IR
ABEFAT BA ARG 148 24 H .

2.2 L&k

— T 5 FE VEAG (8RR B RN AL B G R A A
N E B3 TE R A B 5T RN B 5 E A9 R RlCLP AR
T LoSOTAR b e T U A P R RE R | i
AL R N . BLA SCHR[51] 5. B
SRR N =R Al N =1 K R R O N 2 K )
A EMES, A LR B4 HIROSH
P AR RN FIL-1p . W 4 4 0 AR

I(macrophage inflammatory protein 1, MIP-I)&EF'
PR 0 1T R 2 B . Horp, L sk
T IMHINE-xBRIBEOE . TLRZ KA SR AEN T %
ik JiNOS/N O # 25 2k By 1k 18 P B Y1 e it 5 |
A A SE AR BN S 0 AT, b U E TR I
TEARSNFIR A 22 W0 55 R L P S 175 5 1 2 M it 453 £
HA RS, b, 1M KRR
L SRk A S BB B R B 1 CLP K BRI i 464 15 A A2
BRIk, b RUE T BE X T % T il A £ 4 B
A—EE L,

i A BF 58 >0 % B A RR i 25 7T 36
G P2 T 1 4 L G N 4 L A T 96 U 00 ) 9 T R i
A A0 ML P AEHIF-1a, M AP S ge M /E T, A2
PR BT SR . HAEED M S5
JURORR T 245 R Ll L IR A JRR T 245 1) B 5 40 i A7 1T 5 B
B, X T EAE K e BB R R T B I WA JRR
2.

3 4iE

7S 3C R G ) R 45 Tl 4 B R e 25 W) 00 i T E /Y
PORAEH, FFrrdnsr B e PR LA, LIoK
TGy i 45 5 R e T E B8 IR T . BRAMITR
VR, A S g 2 3 o 4 B IR I I 24 9 1) B
BE A, F v U A BRI 24 Xk T AE R B R E
SRR A ) G B A R LG R ORR B 25 R, TR A
PRI R ] A T DK A B RR A, DD TR AR
P2y i i i e oh, 4 BRI 25 4 1Y S0 2 1Y
VB A e 1) SE M BIL A AT A e 3, o9 2 N IR
AW TEAAR 78 3 (AR IR, DR B 1) 3
TRRRBE 25, BE A RO S R A R Y
il FAWAYT .
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