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Abstract

Sepsis associated encephaloopathy (SAE) is a diffuse brain dysfunction caused by internal infec-
tion and is without central nervous system infection. The acute phase of SAE, characterized by de-
lirium and altered consciousness, is associated with poor prognosis in survivors. There are still
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few effective diagnostic methods. The increase in case fatality and related complications in pa-
tients with SAE may impose a serious financial burden to families, and a single monitoring method
cannot provide early warning and diagnosis of SAE. Multimodal monitoring can evaluate the brain
of sepsis patients from multiple levels and perspectives, and this article intends to review the re-
search progress of multimodal monitoring of sepsis-related encephalopathy to improve people’s
understanding, diagnosis and treatment of sepsis-related encephalopathy.

Keywords

Sepsis, Sepsis-Associated Encephalopathy Brain, Multimodality Monitoring

Copyright © 2023 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 5]

JH 0 S BH T M 2R IR L Y B N R T 51 1) 16 A AR i 4 B DB PREAS [ 1] Ik B3 RE AH 5C 14 1%
(Sepsis Associated Encephalopathy, SAE)& MKERAE T W FF RIEZ —, ‘B —Fhoxi@ e hRefsng, 46K
FARN G, BRI ME RGUEGEEYE. SAE W RAEEFEERP =M GEEBREY, SAE Akl
EARAUE MRS A A BHAE, BARRBUNERS). L)%, EENAES . HEIR - WEE AW AL, g
FIEFIRSE[2]. SAE 5 MFEAE B S A R AN EN DI REFRGAHOC, SAE S35 IR JE2E JAH K IF KOAE
(3G N2> 45 o B il SR I A BE A AH[3] [4]. S — K i e bl okt SAE #-4T R R FUE . 12 W A il
JEVEAL, R 2SN C & Z M TR, AWM EEER TG EaAd i, T
TS R S M AR bR C I A T AT 2708, DUIE @ FOR I, FLi2 Wy, nILAXT SAE AT
WA HIRIT -

2. HERIRERR

F BT CT A MRI 216 PR b 85 LSk i sds T B . WP e B, 9 IR Ak f s 2R 44
fERE, CT B MRI A 252 Ao SR1M, CT RAFLAS I /AINTZE | /I8l b 35 b 14 ) A 7K P ) 3% A 3 A1
HIK#E CT 38 H ARt~ SAE B AU IRRIU[5], MRIAHLL CT 78R ik 250 25 2 A0 i 452 25 7 T 5 o
. MEEVER T R R R BN T RE RS I, P HUMe EE EE H LT MRI /& R (6] Debora Sanz
5 ) LB R BERE BT 70 A R A5 5 L 1) A M 453475 2 S KL R i 28 (BRI I PAC B 55 1 (R i 7K B /453495 ), 3
5N BIRIEFE AR R IR ARACA[ 7], 5 5 22 TOUIF 90t A SO0 B S5 3 4507 5 DAL P 795 e 7 i dfe 1 A
FUFIRRE[6] [8], T8 M BRI LA HOE[9]. TR, A MRIFFH. MR i, HobF R L
Wi 24 15(SPECT)E [ W SAE (73 21 A= 38 27 77 T LA 1R = (107 70 - TEZh P sz b F T2 I B Hp W 42 21
WK FY BORBRAR[10], AEMTAE S35 79 DWI MRI H 30 & 2 4MIlHE D (04 B2 R . DWI S S
SEH T RESR N AT 1S 2 R L IR BAE £ T AR Th BE L e 2R, B 4 S E0E D RLE DWI MRI 4 4875 5
{55117 MR Y22 FH T SAE AR 72 0 W 21 N- 2.8 R &R R /IE AR (NAA/Cr) b AR 7E IR /D SRR AN
[FIRE L (K BAAR[10] [12]. #E SPECT FI T RKFEAEMBT b, AW 5 KBU['ZT) CLINME FI[*™Tc] HMPAO 1]
53 590 T ARSI 4 B S LGS IS 4 /INIRE) A /N G 5 40 B i A R T AN A2 [13]0 IR 8% F SAE A 3
L5 TH RTS8 SAE HI SIS W 4t T B al 5, HENEFRE— DI XS A R T IS

ik

DOI: 10.12677/acm.2023.133476 3350 Il R 125 23k i


https://doi.org/10.12677/acm.2023.133476
http://creativecommons.org/licenses/by/4.0/

SR, Vg

BRI SVEIRAS, Sandquist 55 ANFEJLZE SAE fIWFFT P EL ROGUE 1 SAE Skl FAAR I = T AR 2
PEIIAZAE[14], X NFA LG IERAE (BB fh 2 R AR B IR TSR 17— B i B %

3. {HEBEERE
3.1. f%EE (Electroencephalogram, EEG)

X T RERIE 5, BEG HCIRATE I RS Wi s 12 W i3 A DG M3 SE AR, I L L ik R A
SR 58 T D e M A U R b, JCHGE I T IR R O ERE [ 15]. EEG A Bh T IR AE Y
S B HH B AR 2 7 e PR 2 B TR 30 G 0 e 52 16 o JHRARE A8 ER I At B A R ST P TSR
Mo P, PELRGR 4 ' (ESZs) R Jil ST RGIN 1 I FL(PEDs) [17] [18] SAE SR 2A7(E W] & (1) 4= £ 1 theta 753,
AR T A2 eI RERE 5 1 B TR BRI A VR, 5 RAF IR S5 )R A% [19] [20]. Berisavac 55 A fE
— 39 4 SAE [ (/N MBI TE A DU AR SR B A s AL R B LK) theta 1530, BT BAL
W, B A T Re DU A, WA KATRES theta 720 TW B il IS S0 i b Pl S B A 5 =
FEAESIET A R[21]0 3o =TT SR IESE 1/ B S Rk = S5 BTG — WL Ri[17] [22] [23]

3.2. B A HB{I(Evoked Potentials, EP)

BB T, 5 R HAE (MBS e M « T 75 R FELASE ) PR 5, s A R 2 A 1 i T e e A
[24] [25]. S Rinaldi X} 190 44 i #E0E 8 2 HE47 W 5 175 & H47 (auditory evoked potential) i, F£# AAI fE
DM FR A WREFRE (1) AAL 22 35 PR, IRERREAR G s B35 5 AAL FR Rt 225408, H
U T RE A D1 i o 1 P 55 W PR IR BB A D 1R i P A FE AR B, AAT IR FRIEFE SR . Ak, AAL (1)
D38 A 0T B8 A R I PR JHe 20 A DG 14 B s 1 ] FE 2 it 56 [ 24 ] o AR5 &k HL A7 (Somatosensory Evoked
Potential, SEP)®)ALVE ORI AR 110 37 2 VA e S A 1 o s () T SE R [26] 0 I A5 v AR U
KR SEP B g 7™ B ik B IR B30 R T 1 AR A I RERE I s 1) 71 B A R R A mT R FIOI, E
FRE AN G AR 70 BB I E AR & BB SEK . Christian Zauner TERF AR I 84%H1 B H K I H
N20~N70 WAy AR IR, 26 W IX 28 H 3 1) 7 i SEP il B AZAE R I8 ME D) REfats , 1X 3R W SEP IGAH AR 31
PR T —Fofr b A0 52 7 2 CAn AR RS AL 28 ) BE 0B 11 L AR BR B R, SEP o R 58 AH 5 14 b 93 1) 12 T ALl 1~ 56 mf
5E[25].

4. BAEE K R AL
4.1. % EHEBE (Transcranial Doppler Ultrasonography, TCD)

O FEEAS BA] e BB AE BRI 115 225 5¢, TCD Al B T VPAS B EEAE BB IO E VR 1 O, e — P
BRI AT IR 2T o FERREEAE F 0], TCD nf ARSI S i B U 4E, TCD W] AE A VAl f 25 ik 2 18 2 i 1
ik IR R (VA 2 T L [26] . TCD ik ) 8 Jo3 308 i 10 7 3 P (CBF V)M 9 VA o i v ) 8 b, RIS
AL g I g = AT A A R (SRR I BT T RE 7)ok s B K ) IR R I . B R R A
FNEMG B E I CBFV HAK[27] [28], HN4aE(P). i E 2115 58 ) (Mxa) 2 E A e 0 F AT AR AR
&, Z IO TR W) B I D e A 1 kSR SR, A S TR E(P) 1) T = A Bl R 5 5E ) I 3245 26] [28]
[29]. 7EJLEMEREW 709 K SAE B M EN 18 40(PT) 2% & T-F SAE &35, PI al{ENAREESRE K
2 SAE WITRINFEFR[29], RRAMKERERF P UESE Tix—M i, H PI B RIS EAR: =%, PLE
1.3 AR A TIRR A S A, PT > 1.3 M FHE P S e 23 A8 25t DG T R e i 1) e BR3P T I R
[27]e TE5—WRR Z O T s AR S T R ERAEAH G RN Th BB AS AT TCD AR 21 1)K i B B 7 el
Z BV A I, A R S BRG E 3h RTT BE ST 4R BRI Mxa, AT BREEREAH OGN T A8 P A5 A58 1) Mixa i3
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T, Mxa T M EEIE FH 5 ik D e B RS 10 B AR I FHER 018 (U 79%, et 47%) [30]. XK EEAE
S TCD MR, B 7 ERAiVEAS CBFV 4b, X IRERAE B AT 2 05 T g WS DU o] CARE 4 () 1 fdeim, st
T R =i

4.2. IEZT5bIEiE(Near-Infrared Spectroscopy, NIRS)

LT A6 HE(NIRS) AT LG 1) 4 3th 0 5 J53 350 o 4 2 (eSO A A ki I AR HEVE I e » 0 JHEVEAS W W] e 5 ik
BEAE SR A TE 22 O[3 1], M4 SR ST 8 2 R A 8 B AT f& [ K1 35 [32]« Funk. Pfister. Wood %5 A
IR 8 %2 J A 1 1SO, K TR g % 34 [33] [34] [35]. Rosenblatt 55 A FH rSO, AT AE 15 £ S v A0 454
(CONRAIPAL & 2 B A KN 1 B 1T RE 7T, SO, 4% (A1 MAPOPT 4 fHAERE. . HIF B %
REGIERE L ML T, FEEEEEZEEN COMEE R TREEZES, XHRKMmE KA
IR, BRI BRI, SRiA T COET S RGUEIR I B B < [36].

5. E4FRi2H
5.1. RAEFRICHD

PR BRIE A —Fh 9 S B, L 22 Fh SRE AR 1CHIRE IE S 5 i T R R g B AH OGP 9 — IO
BEPEDE 0 R LIS JOEAR EY STNFR1. STNFR2. REXEA IL-18 THE S E S B2 R ER X, H
e G IREE T JCPE[37]0 AH AR IR AR VbR IC A IE SE -5 Ik EERE A R i ) B RS S LTS AH G, TL-6
IL-8.IL-10.C4d 1 C5a 7KV~ ] REA A T Ji 25 AH G M fivi T R PG AN R S FIE T I A0 AR (38
E)LE A, MRERAE B LIS BRI sSICAM-1 EL e L3 v, IR ERRE A S VER )L S & R 48
SRR EAE) & LA LL, SICAM-1 % 5.3 THE[39]. sVCAM-1 XF SAE A HF (/e , Hi™ &
RFERE B AN BE I (1) sVCAM-1 7K~ N B I 1) L BRI 52 AN LAt 2 B 23 1 /K P SERE Tl SAE [40].
Cristiane Damiani Tomasi A FEUESE TABATROM S, E ORI SAE B35 IR &8 2 1. I/ MRAT
A KA F(PDGF)-AB/BB Fll RANTES (/K P34 T [41].

5.2. P RGIRICY

A A LR ICYE A S H R 1 BRI, LRI AR, A8 bric 4] LA
AE 9 TRUI e B R0 AF P B8 79U R HE b . 7EHTAE LA, B SAE [ LT 7 L4 28 Jo4 55 PR I I AL il
(NSE)A F+&, AI{E NN SAE KIA &d6hs, H5 6 A EME Kk A EiGMHI<42]. S1008 1E RS —4%
AR Y, BAWIRR S1008 /KT -5 M aEAe 1 [ 1o s 1) 7= B AR B TG0 [43],  {H@ 2 T e 1iF 5K
T S1008 H-Ti2Wr SAE KA RERBUSEME, I H5 SAE AN R HUS 2 UM 9E[44] [45] [46] [47] [48]. B))
AR IMTE S1008 /K-F2—Fr S 4F . S SO I R FERE A I k40 407 (1) 77 7% [46], B S1008 7K-~F-EE NSE
RS iz 1 BT 0 ok R % B s Pt R 452473 11 25 4 [44 ] SAE fE 35 1) IfL i GFAP /K-F U]\ 5 T3 SAE
B, K5 SAE BRI Z K 1 ™ AR B AN TG G K [49]. RHIH A Vhs SV R, (1 tau
B AT T F AT B S Wi 5, M3 tau 5 (K V& SAE KAEFIBOT F8AR, 2 7™ B i i e e 28 KRB
TR FR[50] 7EFH A /D W s 2 AR c Y, REE T ALK NT-proCNP [ i W ¥k 5 7] R
BT — ST SAE BIHIL[S51]. #4288 (NTL) AT & VPG A 2R AT PR R 1 — S8 A &
¥, Ehler J 25 NI 70K B SAE B L3 1 i NIL /KFA #& B & T a, H-5 2k Wm0 i0 ™ B R 5%
PIAH2E, 915 100 K5 HDhRERE HUG DS, FLEJGS0 MRIAS & ik sE 1 G R B 5 NL T s A
Ktk SAE BEMEW TR NIL Fhmy, SETC@8m s, HST KBRS, XKL T NIL AT
SAE BTG E[52] - HoAth miRNA ZHE K RS H BIAR ST & — L 55 G Ji st A bric ¥ [53] [54],
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SAE 2k BEAE B SRR — AR WIFAORE, A BRI R RIET 3. H TR Lok = 45 7 1%
RIEWrTT %, EAREBORIE 2 (R TSR W AR S8 AT 2h RE S U (R 22 R AR 2 Bl Fh e e A BRAG 2
i S B SRR B S 2R S A DN S5 o R R A A A5 0 ) S 2 e L AR ER R B UE A — S
B e, HAMENTT A% AR tsh e, RAEZEERNTE T EFTZ R0, 2 ME0E
I, A B S 04 VAl R EEE R IR O G L. XSS 2 R 2 AR AT AT, sk Z 5RAE )
WIESE ZAEREAE R IR T 2 N, RIS TG B 2 KA ATIEVERT 7T & i — P IR .
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