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Abstract

The main symptom of delayed encephalopathy after acute carbon monoxide poisoning (DEACMP)
is cognitive dysfunction, which leads to the decline of patients’ ability of daily living and brings a
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heavy burden to patients, families and even the whole society. At present, the pathogenesis of
DEACMP is unknown, and there is no specific treatment. Therefore, it has become the focus of clini-
cal research to clarify the pathogenesis of DEACMP and find effective treatment strategies. The re-
search shows that the occurrence of DEACMP is closely related to BDNF/TrkB signal pathway. There-
fore, this paper summarizes the research on BDNF/TrkB signal path in DEACMP in recent years.
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1. 3]

— 44kt b #38 % i (Delayed Encephalopathy after Acute Carbon Monoxide Poisoning, DEACMP)
Il PR B B AMYAE T He i RO R AN EOR A, AL T H B 2% i B LA 8007 Tk = . WHtk
PLfE DEACMP B4 i BDNF K& TrkB [ o MBI FFE I T, 2 5]& BDNF/TrkB {5 5 il
540k, XA eSS DEACMP SHEII4HARIA T 5<[1]. Ak, 87 BDNF/TrkB {5 5 id # /£ DEACMP
HHE AL, A B 0 YR YT SR BT i L R TV

2. BDNF/TrkB {E S @R BHHAR
BDNF/TrkB {SS@E AR I RE

Barde %5 \[2]7F 1982 FH IR MIEMAH L K BDNF FHEIhh 08 ok, 2 P4 &4 (central
nervous system, CNS)H vz 404 HRIE W —FAE KR 7, FH B2 e s 72N KR IAZ OB, Wit T
ALK MEEFRR -3 LS EFRE T 45, TR 7LRE BDNF 277 T Ak g s
BIRETHREERNEEN M, KRR A SR i b &8N RI[3], TE4EFrs
RAUIRERKE . SMREERK, REMEAE, MRE T HEEWER, IFHALES KA SRS J7
BV RCHEM MO, BDNF GH) TG A vT 1%, X 0] 5854 21 68 S 12T i AR 5%
Li Y [4]5 NBEFE RS | RO, A ATT R IS I i it e 2 AR BE /) R %5 BDNF mRNA 7K-F &£ £
FHIE, BDNF F98/b S5iARI RS G [5]. TrkB 22— A A A Rk 22 iR L 38 JE X DA K i o PA) T 2 R A
it [X P BRI S I B R, T AE CNS Hhi 32 0 A 24 BDNF 5 TrkB 4540, TrkB £ fdi 154 it Y i 22 R ik
BF 4 A IS i RIS 5 84245 Ras, PI3K, PLCY, NFxB %Ml &% — R 514 I RE[6].

3. BDNF/TrkB E S BEEHEZ RGP HIEA
3.1 WEAEPER

BDNF/TrkB {5 5l @ T A E TS il iR BSg R, X CNS MIEHE K
BREANTHEPIER-7]. BT EY, BDNF/TrkB 15 5B EM G A A G R Kk & hRikE
B, WRonIAT RS R AE R B B AgERE, FIRER S B K B AR Al )42 3%[8]. BDNF @
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EE TrkB 324K, filk— R85 NG 5% SRR, A3 MAPK. PI3K/AKt 5518 B B0E, 23Em i
PERE O AR . AR SR o 3K e R T T S ST 4 8 IO 0% T2 0 R T B BT 4 PR 48 [ i 2 DG B 2
7T [91 R AT B 8 A 4 XU ) JB AR 78 TrkB st 771 ml i 2 /b e Je ARS8 LA B AN S )
4, HrReS5 BDNF/TrkB {5 Sl s MK K E R L. 14, BDNF/TIKB {5 5%t 25 5 il
AR A, X TR ) IR R A T RE R SR B 5 . BDNF 8 S TrkB 244, wf
DU 33 5 s iy 40 SR fi J5 5 A6 R ESAE DT 184 56 % ik A 3ot S 30 R RTS8 o IR 54 T AE 2% I Ac Az g 72
RO N EE ., —DU[10]8F 7L K IR = E N R S FNEIZee . B IRR AR, RIS
BDNF/TrkB J& %52 E4], FECR M2 2180556 5%

3.2. MEHFEMISEFRER

BDNF {FN—Fh S E P48 758 7, JEL0W TrkB 324K, A DAHI 2 Tl T, & BDNF/TrkB
5Tl B AR 2 TT ARV A R E o X — AR HAE AR 2 RGBT A5 21 1 50 0E , WA £ 2% |
B[R PR HEBRG . 22 RVEREALSS, fRIX S, BDNF/TrkB {5 530 B 32 BI52 00 J5 A4 2 Nl dh 22 e A8 T
AR 2 IRAT IR AL I K A2 . WFFT[1L] K IIAE PD &35 Hh FL BDNF/TrkB [3RIE 7K KA W 3 B AIK, 3X W]
At 5 Z BRI 2 oM AR AT MRS BRI ¢ . Fontanesi C 25 A\ [12] & FLIE St W3 a7 nl 8 by 4 2% s
& BDNF K& TrkB )21k AT i ARAEIR, AT e 281 3805 BDNF/TrkB 15 S IE R0 #2311
TRy R o B 78 R B BDNF 75 B] R 2 3 BRI R85 i 28 23 7 1) 5 8 6 28 R A1 L 2 5 ] R VA R 5 B 3 o
fi (9D DA RN BSR4, HrT e T BDNF/TrKB 15 S5l B AR 01 B 5 FHLT PI3K/AKE 45 R Jif i %
(P30S, 349N Bax. caspase-3 Al caspase-9 S (R A ME 124> T- MR, [FIB4H] Bel-2 ZEHiIE T TR
&, SRR TCHE TGN, SIS S DR 3240 [13] . E— T [141% 22 R PR Sh AR AL 1)
WEFH RIS 18 BDNF/TrkB 15 i %2 5] o H T iE PISK/AKE 8 14 130 (L 328 240 M A7 175 40 il 241 e
FT, ERMRRATA, TR & 2 R R BERRAE,  HOZW X AT BER TR TT 2 R IR
() B SR WS

bR TR AT S, BDNF/TrkB (& 5i@HIE S5 T MAEBEEE. EMERGZ BN,
ZAESAE AT B 1 AR T BDNF/TrKB 5 5 B # 4 o AR K a0 AN S fh o] 8 1k R4 R o TSR
B r O] R 1 BDNF/TrkB {5 5%, (et R nT Bybr SR A MRIA, S5 RAEMEM, B8
ST YA, A g R I P R 545 K BRI RIS [15] . 24 BDNF/TrkB {5538 B E R iiF PISK/AKt
FOK TN 0B TR R A, T AR B¢ A ORI E I [16]

4, DEACMP B9#EA
4.1. DEACMP Bils kRN

5K £ %t DEACMP &3 £ LLAANThet B BLBAS M a2 [17]. B s R HLEI AN B, B B
KAGATTHIA - BRI BEN L] 4T IE ML . PR ToALH] . 15 538 s A B0 78 I I 2 N B [18]

4.2. DEACMP B& w5

4.2.1. BRIMEREHHI

CO 5% & & WAk A & 1 E A EEREMMEL 4. S%MHEL, Hb Xt CO SR A 5 g HA%
¥y 250 [19], DUk CO EANLAIMK, &2l 5 M & (I (Hb)4: &, i A ML 2 (1 (COHb).
W Hb R 5ELEE, & FBUIMRKTFRAHIEMFIFZH, RAFHALEE. $T PRGN
B AR BUR,  BREUIRIL SR S N 2R XS, BT R fil R i e S AR AOIRAE, AT RE S U
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HBLA R T R [20] -

4.2.2. AEREBRAH S HMBTHLH
BEIBPN AR CNS HH A PR IR IR (EAA)VMZIE T . BF IR 1 A& RRIEE A2 2]

INHIRC 245 2 NS0 BTy B S B M ([ 21]. 7E CO hEZ 5, AANHIREEACH IR, T
SUTBAE & m R, — BRABR, KINAL T E SRUEEE & TR, FEREEREEHRS
RN, PR R AR B R, KRR E IR R A5 R, Sl EMMEThRE AL, RA T
B R BT, 3T DEACMP BFIAFIDhAE T FE[22]. — 0 DEACMP K BRI 78 K BIBE A& K B
WA ERR SR, S AR I RAEE L TR, LW AT Ry AR 5 5040 M A 145 25
TR, BUE AN AT PSR O6[23] . HMFR 7 A0 T MO R T, R — e I
AT, HEEREEMMIA T BRI, KR T ARSI E . (A CO hiE ik
PR T i PR T A DG BRI RS Ak, AT 51 RB R VAR JCIE T, X B ] BEAA) il DEACMP [ 2 By 1 A= 3
Bz — . S A 745 th DEACMP 1A N A 2R & BT A 5 5 808 B 1 BB E0US 514 48 Mo )3 - 81
Ul caspase-8. — AR A EAMENEE. FSMBREAEFET, SALEILLHA T BN
DEACMP JEAR[24].

423. FSEBNBE

U, ARZBIWTFCUE T 2 MME 58 K BUE £ DEACMP [ FE b R 7 20 EER/EM .
Ho iz s N «BIFE R 4 JE 2R -9 (nuclear transcription factor «B, NFxB/matrix metalloproteinase 9,
MMP-9)il % . NFxB/# £ ot — Ak %A B (Neurogenic nitric oxide synthase, NNOS)if 4 DL % #2 24 J5U 551k
B P40 i ZME 5 1 15 B (mitogen-activated protein kinase, MAPK/extacellular siganl-regulated kinase,
ERK)if #5555 T 10 H AT 82 [25] . SN2 BB RIESERITIIT NFeB 8080, RE IS
U L AE R MMP-9 8 I 5 S ik ] B K 5| AR R T AT e 2 2] e AZ B8 7[26]. Wang R
[27]%5 NWFFE KL CO Hi 8 5 NFxB S L R A1 INOS F1 MMP-9 )3k 1k (2.3 7t &, 255 DEACMP 1)
KA. — T 7L K DEACMP Tl g5 NFkB/NNOS {5 Sl EA ¢, 4 nNOS i fERIARS, 213 &40
MO AR T, WA R [28]. AR5 A [29] KIS MAPK/ERK 15 5@ %) CO H#E K R 2= A il
R AYER, Wb, MNeE L& . DEACMP HiFE ih a] RE 7 7E _EiA & M5 S iE s AH B s, H
FiR{E SR %2 3 _E i BDNF/TrkB 15 538 8% 4% [30] [31]

5. BDNF/TrkB {558 DEACMP FH1EMH

W R CO hEE 523N K B D 4143 NF-xB B8 FE 1E, 558 %30 1 5] fh 2 To a0 45 0 4
M. EBEE NFxB il 0%, <5042 DEACMP HI\AIIEHS & 4 [27]. 75 BDNF/TrkB {5 5@ B
7 Ras 5, AT DL i AR 3 DN 3Rk R 2 5 5% fih B SRR E AP 2 Je A7 15 [32]« 24 DEACMP KA JEi 51X
2= £ BDNF [4iMIE BRI FEE M TS0 T:, {73 BDNF Al TrkB & & TR, Xat—2FE T
BDNF/TrkB {5 ‘5 i #% /1 5 1] ERK [13E 11 BRI A 15 5k 52 30 17 BRI, AT 51 1 R8It i A T R [33],
HIL2E S S5iCIZRE 110 R . 76— 0[34]1i %t 18 4 DEACMP B 1 3¢ sF BDNF A%, WFd k&
D EEfE, BFRN BDNF KA S EA FED, FN RS NI REIRIE, X R H AT R R A
ThEEHBLRAELIN TR bR 2 — . Liu WC %5 A [35]0F 78 & B ik 1 hnig =5 BDNF & 2R R A& R AE 2 5
FEEAYT ATRERONLE], (1A 25 9 frvE AL TrkB-Fe k& ki, &2k D BDNF (5 54634, S
O e 2 AR SRl . L ERE e 53] DEACMP ff B ] i 5 BDNF/TrkB 15 5l i1 G4
Ko

DOI: 10.12677/acm.2024.1451518 1008 I IR = =23t e


https://doi.org/10.12677/acm.2024.1451518

EE, K%

6. BDNF/TrkB {5 51#88 5 DEACMP j&fr Z B/ X &

B A P2 R U AN W E D, BDNF/TrKB 15 538 i 5 U RN B 5 2 18] () Qe e A 1 25 1
BERE, WEFCARHIEA MK, HILLL BDNF AR SRR E FRE T80 LR BG5S 18 8% 52 2 5
i[36]. HAT%r% DEACMP ¥ WLiGYT ik F Bk = T 4iaT7, mRETT, fHiliaIr LRSS EZ
Fiik. WEFREM, R AR RIGIT 2 )5, DEACMP 3  BDNF /KF&E &5, Xy
BDNF &5 7 HiX#E Rgi4i0h, MNP gniaif e, oot S idiZ fAEnThae, $ém B AEiEE
HNEE 1A SR [37]. — T T 1E T HEEBL(NBP) AT DEACMP 412 5], NBP il i 55 MAPK 13 5@ i .
PIBK/AKT {55 H K45 i& 124 DEACMP B B4 & -y 1EF[38], [FI MAPK {558 E & PISK/IAKT
15518 B | )57 1] BDNF/TrkB {5 538 B 152 F1 18 7 . Zhang L [36]%% i i &1k iRy DEACMP &K1
HoZ @it 1% BDNF (1) 321 K 1 5 DEACMP 38 A RN RE 77 . — 0 72 [39]38 1 NBP Flh ZEKAA B & HBO
X DEACMP SB#HHHATIRYT, KILVEF PN DI/ 2] T s, HTeeR b Trk @A k. Llifyr sy
I VHEE T R L BDNF R TrkB 193k, X AT AE 505 BDNF/TrkB 15 S iE %Ki Ni#E S5, B
JELHEA, FHAnRRE T, A EGE TIARIThRER 5.

7. INEERE

ALV T BDNF/TrkB 15 5@ B4 7E DEACMP HIYEF, 5 DEACMP [ [RIR 78 LA K I PRI TT T
FIRAE T HEIR AR . BEE IR TR AN 7T, BDNF/TrkB {553 %A 32 BN A SR 16T DEACMP
A RVIN R, BATTAAS XK 9l R 2= A At 0 N A3 3 & I S R AN e g ) o XA B Tt —
A B AR R B ATEKT, AR RIS E SIS B R R
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