LS B 2021 4E 1 %5 30 %5 1 # Chin J Emerg Med, January 2021, Vol. 30, No.1 - 123 -

N>

equipment type and operator's training[J]. PLoS One, 2016, 11(2):
¢0148475. DOI:10.1371/journal.pone.0148475.

[36] Sweet DG, Carnielli V, Greisen G, et al. European consensus
guidelines on the management of respiratory distress
syndrome-2019 update[J]. Neonatology, 2019, 115(4): 432-450.
DOI:10.1159/000499361.

[37] Tingay DG, Pereira-Fantini PM, Oakley R, et al. Gradual aeration
at birth is more lung protective than a sustained inflation in preterm
lambs[J]. Am J Respir Crit Care Med, 2019, 200(5): 608-616.
DOI:10.1164/rccm.201807-13970c.

EEREREYERERIMRER

B xR HaeP E4E°

[38] O'Donnell CP, Bruschettini M, Davis PG, et al. Sustained versus
standard inflations during neonatal resuscitation to prevent mortality
and improve respiratory outcomes[J]. Cochrane Database Syst Rev,
2015(7): CD004953. DOI:10.1002/14651858.cd004953.pub2.

[39] Lista G, La Verde PA, Castoldi F. Sustained inflation and its role in
the delivery room management of preterm infants[J]. Neonatology,
2016, 109(4): 366-368. DOI:10.1159/000444899.

SRR FL 9T = 2020-05-16)

(AR - AR

TP ESHRFEWIERESE 5100005 2 HFREREERERESH, SN

510000; ° #@h BEAKFH -G REFE, TN
BAEAEE . 2 ES, Email: zhifengliu7797@163.com

510000

E&TH: ERARPERS (81571940, 81741125) 5 ZENSENEARHITH H ( CWHI7L020,

17CXZ008, 18CXZ030)
DOI: 10.3760/cma.j.issn.1671-0282.2021.01.026

TERE 22 (severe heat stroke, SHS) J& M@ &1 T i
PRI TR I 40 °C 5 il b 48 R G T R B A Y —F fE
P U, SR B E 2K, X R R GE,
75 2003 AFIRUH A IRIVIN], 55 3 L2y 30 000 AFET P,
H g i BRI SR BBCHR SR of AARTRL R 22 0, ST
FEEE R Y BRHLPE A P BE I ( disseminated intravascular
coagulation, DIC) DA M £ I #% 2 A€ % % ( multiple organ
dysfunction syndrome, MODS ) %Jf&kfE, HEHT.

RAT . GIZEFIEE I Ty FE B 1 B T A 2 A T 28 O
WO JEE) MODS /Y 3 —SCHERD” BRI LA . Horh,
HORE & S D BERE AR BN R R T 25 et OREOR 4
G N P AN AL ol ¥Rl = 9 L 4 Y S & e = g R A
EMARE, HHADCT &R e i b i A A R
ek, P RGANENURN BRI, 5RIE .
BEMBAAZHAEN, HAEHAE b2 AR b R M AT M -
ARk, WA SBRIE R TS SRR, haEn
RIFRFRFRICRAAG BAE T, Bk 32 B AH5C
U e . TERHT TS SR P, Xt T gl A
GREUIRE AR AR RE MR, T BATX T
B ETT TN TR AR I o 7 SC RT3 47 e BN 384 21 5 22
A= P FR R B Be b e e DI RE Y8k, AR S il . AR
JEA BRI R AT 450, NI BT 4 T M R AR T 28
S AIL T LA B AT RIS P 2%

1 EBREHE

1.1 Ak 4R

AR AR IBOAN R B IR K B AR, AR b
ST, DAWFSE A B RN A AR OIR S, R B R
TR 39.0°CHl I IE A T s, HRER
Ry v VR AR 0 2 TR BEAE R AT S i 1Y
A, Bouchama 55 ™ 4347 T v 8 B H UG ER (L4005 15
o [ % AR 3 A/ T o Mo 2 A . NKC 4 A R B 2
BB, v GRG0 B 2 ) 0 F L = s
L3R LS 1 fe (4 T v LA S B Jo st i) A A DG, I HL AT 52l
S R e a1 i 12 N R I s R B i e i O T e )
CD11b 7ESRA. RAE. JEZHE (lipopolysaccharide, LPS ),
BRI IRAEN F (tumor necrosis factor, TNF) MHATE -18
(interleukin-1 B, IL-13 ) Z54FE T % i 1] py 7T 52 B i 3%
i B, LA AR B3k 24 s DA A AR A SR e e 48R 5
CD11b/CD18 /K V-2 Rk PR 8k . 760 Wk 240 A JBd AR, i
R, AR R R A A B P R TR B, W RS S EE T
AT RN D RE RS SR A AL
1.2 BB

ST IR, AR IBOTT AT Bt Do 2t 38 200 A v Ay iR AR
PR, T B WA A e R el E AR, FEhE
AR Z 4K (pattern recognition receptor, PRR ) R
F g 372k 9 SEAE FRAL iR T TR AE RS S, A S EEA
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RS . BURA T A S R 7 A, T R AR
FH N, #0005 PRR i RT3 58 X6 A (2995 A4 5 7 114
fiE 1 1, IF WO X LPS 47 57 (19 £ Fh Toll BESZ 1 ( Toll-like
receptor, TLR) B &WFEEVEAMM &Rk, MERiHRR
REHE A LR A A TR, TETNRE b, BRI
I 5 2 L 3 o 7 M A 14 PR S S T 8 B 5 14 7 e/ P A
ATAREST B HAh, BN R i I T 4 S B
FHF4 R AL B B 4 % -10 (interleukin-10, 1L-10)
RS THE B LR RFSEIE B T AR S0 R e A A
FERBPERI s

HRZ AR SRE AN TS ER TR AR, MBET
S SRLAARHS ,  BRLZE 200 A AT B I AT L 7 2 R R A R
FEEACIR 7, XX T 5 5 A bk T2 40 L LA 5 e 8 7 2 2
KEE, B/ BN RS 2B NIEN, JHERS
PAFVE IR B h R IR IR — AR SN FAN I T
A M AR A LT, WP R B, ERAX A I o
PN 37~39 CHE R NIRRT A& (2 h ) B9S2, 78
40°CHINERITR , AEFIRD (24 ho) 0 008 5 00 £ (i A A% 40 g o
A0 R (7 AR YRR B AT AR T RE 1Y
AR ARAR R AR B R T Uk 32 vy () DA B AR R Ar T ]
Umemura 55 " B3, 5-BER IR 19 A% A0 UBS A Y K BT
AR RIE IR ER ST 3. 6 A1 12 h IMLVE 2 2 A B /K H Bk
WEIH, {248 TNF-a . HA % -6 (interleukin-6, IL-6)
ML H3, HAMA BRI B IR 7 d A A 3
Fher (83.3% vs 41.7% ), JFELIIE IR /K R4 P
PO F R W o, BT RER U5 A% 40 i W] BB AE
HE B S I RE RS T B R R, Dy EE s e
TRIT T IERBERT RO L
1.3 Kupffer @ ( Kupffer cells, KCs)

JFAR 5 2 ERE Hh 2 M BT R EZ —, KCs &JfFE
HIHSEE RN, SR E AN 80%~90% , JZHTPI4l
ML 1 F ORI, I H 25 LD L h a2 52 5 )
B YR SRR, FRmIEENTER. &
TEH T, KCs 3l A7 WA E -5 4 A P i R s B ik 7
BERMAEM KA, 7540 CHHRITET, KCs BRI fE
AN, I H S 0T N R R B I T S Rk
I, MR 2R A E KR B, B IL-18 .
IL-6. T 4t % -y (interferon-y, IFN-v ). TNF-a &
A6 K F W 40 Bl R RE 25 11 -1 o ( macrophage inflammation
protein-1a, MIP-1« )o il MIP-1 o () 33K W] f 35 A%
HAEH TR, I B TH AT c-Jun ZERSmHHEC c-Jun
N-terminal kinase, JNK) BJ#ER /KT, ] INK i B,
WA KCs AYFFWED) BT B AT B T B Y, 26 INK

S5 KCs BIIRE,
BRI T
1.4 INERZHAE

JINJISE T AR s PR A 22 R G R S BE AN, T LA
A g R g W 00 L A FEVE o ™ B 8 o 2 B 2
PN, /BT 4 AR PT LA I 43 WA 5 40 i PRI - R s 22
FEMA B, W TNF-« ., IL-6, IL-1B . — %A L & (nitric
oxide, NO ) FlIJE M4 7% (reactive oxygen species, ROS ),
BT AR 2 A I I F e 1 e . FEIAT o sh )
AL i 2 A B T M A b 19 /N S i 4
ik, I H Biedenkapp il Leon" % #H, /MK 40 1% 1k
B2k 5 rh g/ N AN Ak fk 1 i Rk — 3
FE T/ INIE T 240 ML PT RE A g v b 28 2R Gt v R O BRI e
PEP VR o (EAE TR F /I 5 240 J 1) B 4 i 4% Sk 43 A vh
AT R OCHESE R ) AR Y, AT R T H HT/IMIZ
RN AR B, f TNF-« . MIP-1« fi1 CD11b,
J& T RAEM I, IRV 1T BEZ A1, AT
TR HRA MG, LIt
1.5 RIZX4AAE ( dendritic cell, DC)

R PE AN IOA B8 DC MO PLIFERERL  TE AL T RS A,
BEmAN P TRk SR, IR T A0MRE AR £ 1Y
FEMIE IR YT WRSE o, AN A M AT A DC 7E K3 #R
B (40°C, 24 h) A E A BN (41~41.5°C, 15~30
min ) A% DC 1706 (8 ) DC JlzwrE#) (CD80 .
CD83., CD86 ) 3Rk, HIMnAnME A 7 rRem, JEmdes
WILAEhHECDS” T AN ", 4278 Bl # PT BEXY 58 DC Y DIRE,
AR iy A S v A2 400 T 7 ) e A Ak U i oA DL

2 IRIMESRIE N LA

21 TiKE4

T 20— B O 2% 10 S P A0 B A, LA g
BRI THREARTE, TR T 400055k CD8™ 4 i #51: T 40
g (cytotoxic T cell ), CD4™ 4 Btk T 4 (T helper cell)
F1 Foxp3+ JH 1514 T Ml (T regulatory cells, Tregs ). AR &
Bouchama %5 ¥ i W01 v 22 8 3 SN E i 405 A B9, 7E
Bt By 41.4CHY A SNE L, R E A 2 2R
Hi T CD8" T 4l g #l NK 41 ig i35 im, H CD4/CD8" T 4l
JL O TR o AT THE— 25 A3 B O R Sy 42.3 °C 1 FAE o
B R AP R I AN MR, )R B AE v R RO
HEZH AR R o0 B ZH P WLEE 21 CD3" T 4 ffd il CD4" T 4l
B T RE, 1 CD8' T ik U 40 M 7 43 He A NK i g Ho |
Fh U A BN O AR 2L R 00 TOL 5 3] Tk L 400 T AR A A
ARk, I I B 0 I Xt AR 38 ) S iy LA S S L T
P55 —TUREE v, 32 g M IR 05 0BT S P30 TR

TFECKCs AFIEIRER N RS AN
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40.4°C, IXBIZ RGEMEIR ) 5NN BT A
o CPIIRZCIREE 38.6°C ), FaEAE FR RN A £ 200 it S v
WIS bR CD69 582 FIE 24 W' 5340, HL iR AR
A1 B N SR AE B e A A T 4G )R] 32 3l 5 R I 1), 3K Bl
& PR AT DATEAR BT i s ) R A, Ol S
1B BT LL5 | U 4 e Y B et S R A A i AR Ak 7S
P SR (39 °C, 4 h/d, 10d), AN
/N CD3'T kAR A8t 21, CD4™ T k4 S
CD4'/CD8"T ¥k % 2 it L 5 o A R T ™0 7 K B A 38
BRI, i R 45 CD3' T 415 CD4™ T 44t
F TR, T CDS' T AR B LT iz, T ke
A B AR S D RE R AL, TEAN IR (4 3RS O R A AE AN [
BRI, [RIAE T BB PR R I ] SRR RE A G

Tregs HA 4ERE B 5 Sy i 52 FF B 1 S e v g i
YEM . Tregs M AE W BN A 5 I Ik 80 19 A R BUS A
Ko Hu 45 PY % AN 8/ BB HR I o 1) Tregs 76 #4 2%
BTG EI 0. 24 F0 72 h B IR E T RE, REHHEATIH
FEHBSY Tregso MLAN, Tregs MKl TIREYER R F (CTLA4,
CD39 Fl CD73 ) &5 /KF LA KA PEAR M 5114 3% -35
(interleukin-35,1L-35 ).IL-10 A% AbA4: £ K F - B ( transforming
growth factor- B , TGF-B) F 7= A F#EAK, MM 55 Tregs Y
SPEAMHIRES) o Tregs X CD4" T AL A v] RE I 8 4
BRIER N ZEEAE (systemic inflammation response syndrome,
SIRS) MYkZE, $&7R Tregs I RB/E TN B4 I B 8 T
T — AT
22 BiHEZMES NK 4

CD19 /& B Ml M P 2 —, 2T A B 4l
AHREIRE, X B4 REA EPEETER, TR
MG TE, FH F AT 530 B g MA O . 220
R Pu oAl NIRT & B 2878 WU L eR = SN DN Rk
REbRARY, RIUAE T ISR R & 0 2 R (50
min ) H141 (100 min ) AbFEXF CD19 ¥4 82 1F ] 9845 1
AT 38 s A 3 B R 8 rh A RS B 43+ CD11b 2R3k,
B FEHEE CD19 Kk, #RLERTEEAEAUGE T2 KR
GIETNREMIVE T . NK 20 A O e PO S 7T L
BT, HIRERY AR fE M R WARE

3 HRENFHEN

3.1 4HpaEF

AN PRI . RGN S I S U] s N T A R
B FETIEIR X IR (R A KOF 5 B B S R
FRIEFAN SRR B, g & A s e AR A ] P
PEFRH IL-1a . IL-1B8 | IL-1 ZHHEHLH) (IL-1ra, —FpK

IRI IL-1 A2 IARAEHTH) )L IL-6 M IL-6 24K A2 -8
(interleukin-8, IL-8), IL-10. 44" & -12 (interleukin-12,
IL-12), IFN-vy . TNF-a FIA] %4 TNF 52 04 () & B 38 fin
B2 Leon 45 2 3 b J RS AR A ) TCZR i I e 2, A
BT RIS BRUAZE o T 2 B 200 L R i A5 4k, & B 4
Ml /% -12p40 (interleukin-12p40, IL-12p40) & .04
RAERY (42.7°C) MfE— 0 3 TH e A0 PR - ZEARAAC IR
SN B IV S LA R POk BB TR, S IL-18
IL-6 A1 IL-10, Jf H 5 EAE 8 ™ E AR 5 EAHDC, SR,
FErR g PR G 2R A A, APAII 2 B I B 2 ) G A A
T AR PR -1 7 2R 1T ) — SRR S I R BAE A A PR
IL-6 . INF-y # IL-2 2Kk 5 faifb St A B4 T4) (simplified
acute physiology score II, SAPS 11 ) B iFAI B, HAHF
FEIRIE, FE /N B 5 1L-18 | TL-10 A1 IL-12p40
1 7K 55 o SE 0 43 B ARG, JF B iE B0 IL-
12p40 /K- Z [RIAEAE & 3 R bE fpf o6 B0 Bedbh, i o
A bR -1 5 SAPS TR IEMIE, Wl b2
PR E R P Y TS R
3.2 Toll #={5 NF-«B

Toll #5247 56 RNk FIARAT M G 88 1oy 247 ) Y% v ke o
FAEH, FEREBTIREZEMNE (antigen-presenting cell,
APC), UG MEANAE ., %40 . DCs 71 B 41, 2 5%
FEANMLA TG AL . DCs A BG4I B 7 (7= . I 30A
A PRR 9 A 3G X AR SR B SE , I 0 X A T
LPS ¢ 5 19 2 F Toll FEZ IR A YEE VRl 3Rk, fih
KB IAEHE K D AN F R R, BIE R IR, B4
WhRE T TLR FIERY 11 AR A EATIRBIM AR, TLR4 {5
53 5 DL BHIE S AT A FRE P B TR Y, 25 gE AL
2, JFEAIEAETE Pl SCHAE M . TLRA {55 i@ g4l
FHONF-« B BTG, XA ST FE R Y Rk R B %
SRR %552 F NF-k B J2—F R HF, ERIA
FOPERE B R T ML EFSE, K RS2 I S T E
1 NF-« B il % A glions ©7,
3.3 HiIEBEHAZEH 1(high mobility group box 1,

HMGB 1)

Dehbi %5 3 3 757 TLR4 Bl 51 2 728 /N B, A 4230 ]
S BV RE bR G A B, HMGB 1 762 W90 ik 2146 R
Hif ELAE 24 h NHFLETHES . HMGB 1 BT IL-18 5
IL-6, AIRETEH RIEMOE RRAESNL 5 73— Jr i, EidssE A
Box 45 5 MRl HMGB1 1475 1 AT 47 28 25 /N AR BT R
W TEIE, XML RIYERY HMGB 1 /& TLR4 {55
BRBA M RAEAE B ARAE . 20 LU 105 R 2 SO 1) 30T 0 £
R (NI S 0 S RE S IEN 1K 3 ek AR LIV &= IR 72
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{14 2P RE K BB v &SRR B AR, R IR R IERR G
By B, Geng %5 P % B HMGB 1 A5 i3 TLR4 F1i 1)
FE AL Z =) (receptor for advanced glycation end products,
RAGE) f5 5 Z A SR /ML, FEIL-18 Hik 5T
EET, S5EETEE TR AL KR, HMGB 1
TEXT I A 3 B i AR T e
3.4 #IMHAFEER (heat shock proteins, HSPs)

HSPs J&—25 8 BEARSF I BLA 43T B I RE R PR 8 R
Mo 255K, HSPs ATz i) EARE, JFAER
ISR o B (R VR PO, Hoekstra 45 P & H7E
K (38.5°C) IF, X 4x Il SR 40 i HSP72 Y2 &/
# 40.0°CF, PR HSP72 (Y2500 B0 23, 7
Sh HSP72 % & vl 9/ B A% 20 i N I 1 HSP72 Rk, 3R]
HSP72 HARVE R GRS Gl (55, R 6 i) 45 i oy
HSP72 3Rk, FHIRFEHLE A WIHH . HSP72 i Ik X] 4
it &2 P ) % R AR T 0T B i i AN A AL 3540 ) O =
KEED, Lee P EMARIM (3d) 5, AN
HSP72 X BRAES Z 1 S 055, F W] HSP72 14 BLfih it A 1
TIT A S 38 A AR 2 R 6 B4 8473 B4 i 7 Lam 45 B
1 PR AT T FR PR 15 Ak 57 Y C-1 )it Bz R ( HSP72
) FHhE B, LB YC-1 o] LIl S
HSP70 iof BRI HEE HAEAF . BIR HSP72 38 piih ly H
AP HER, HAMEMEE) HSP72 thAg ) 18 ¥ 2R 40 e i
N HSP72 FikHIVEH . HSP72 /E M e KR EMGR 55,
HoAe dE sp g PR A Rtk — 2 T
35 HfteBN&K

ZH B R B ORSF IO IE AT IR B 1, AR
FT AR GER A TT, R, AT DA SZ 4 T Ak ) S5
RGN Clnrbobr 0 R AN ) A e PRk 2 it e o1
& B} ( neutrophil extracellular traps, NETs) 5 U £ 41l g 41
25, B FE. R R AL AR I AL A AR Y. Bruchim
25 BT 3 AR TR R B R AR I 41 B B KO S g
i R ARG, JF S HA A bR AR A
—Et, RUAERASS5TH2MMARE. Ak, BEim
UIReRsas, P22 88 0 B RORT REAE BAT h B S s B I
Tfig AL RS B B mEEH

4 Z5iE

i bRk, SRV B P B I R A R R AR R
FEZAEH], Arp g fE R BRI I, XHAR
9o A8 Al 3 R LA KOS L 1) 43 - BILRATS BT R A, O o v
FBER AT R T T RN . AN SO AR 8 FAE v 8
14 % J i e b S S RE R A B HEAT T 2538, FFE AU
TR MR S IIRE . SeBe s I i AR A AR nT REAE AL

SEDTHHEAT TR ST, A O R EE A e
TIREEFL, HEATEXIERRGI P RIS, MG BRI TR
CIREARREIE BT E R TR —

FlEMR  PrAEE S AR 4 ph e
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