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[Abstract] Oxygen is fundamental to life activities, but excessive oxygen (too high partial pressure) is harmful for
the body, which is known as oxygen toxicity. Oxygen with high partial pressure can cause a series of clinical manifestations
with convulsion as the main symptom in a short time, which is called central nervous system (or acute) oxygen toxicity.
Central nervous system oxygen toxicity is the main restriction for the use of oxygen in diving operations, underwater special
operations, and disease treatment. The pathogenesis of central nervous system oxygen toxicity is not clear yet. There are few
effective ways to prevent central nervous system oxygen toxicity except intermittent oxygen inhalation and strict control of
the pressure-time course of oxygen use. At present, the pathogenesis and prevention of central nervous system oxygen toxicity
are still the focuces and difficulties in the field of diving medicine. This article summarizes the pathogenesis and prevention
measures of central nervous system oxygen toxicity recently reported by domestic and foreign literatures, so as to provide
references for clinical and scientific research in this area.
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XL AN R, RIS, FAT, Srhat
BRATEARA A AT FERp A SRR A 4 ) 2
RKZ—.

e 82 A g 3 P ) SR LR 1) 1A 2 H B A ik
N EERDIRA— R IR, TR P Rge (5
) TR R, R A AR
LRGSR TR O | AR . FAT, BR
T TRV ERAE I SRR M il W 48U R T - PR, 1R
AT AR 2 R G R R A BOT I, XA
HAEFHR AR A" . AR PR ARG R
HRRE ) A S AL R 1 473 2 P K B 2 U 7
AH s SR . A SO AR P 22 R G A P R
(RS K B a1 o) 2 R4, B A I IR
RIS

1 HRBERGEPEVE

1.1 #WZ@REs TRMERGEATREEER
PR TERR, VAPHZE RG4S AT G I RRE . I,
TS AR ) A b 28 R e A Ve — R R
22358 o R A W] e 5 AR Bl 28 R 8 A R B Y AR A
5%, BT TR

HOAX il 28 R G0 Y AT 2 T A A
R . CMERHGRAE, v A y- 25 TR

(y-aminobutyric acid, GABA ) . 5- S EAHESE,

A F PR TR 28 R GE U HIE RN B B 5 4
IR . SRR, BREIRTEM S R G %
Fl T RS R, 30 o 3 A R e B 2 BB L ) 45
MR ¥% iz K 1 ( glutamate transporter 1, GLT-1) ¥
e BRTE R T AN, FEA 2 G G i ( glutamine
synthetase, GS) 1EHI T #% LA 4y @ B, Bk
PEASMARE R A S E R . i RS
GSAUAFTE T A IE R B am L rhr, BRI LR T e T 24
MR AL AR 2R — 4 2 A X AE R s 4%
AR HAREER L, WEERE NRARNS
BN, AEBEEASRRES, XS R
TP GS A1 GLT-1 TG T S IhBEA 6.

GABA H 5 R 25 358 45 2 1 6 42 Wt ) A FH
R, HRTE TR A A TR R —. Ak
AT KUK GABA & it MR, IR GABA 1454
FE NN TE 2 HER AR A B4R

X i 28 3R 48 22 T R T 8 O 7 R BB 2 1R
J, 38 AR R A R VR R L A 3,4- XUR

AKNAER (21) , REEZEBREENENT A&
W W, WA, 165 4% (atmosphere
absolute, ATA; 1 ATA=98.067 kPa) I A # ¥
PR AT 22 B R & B W T R, R R ETE X
TR X SRR R AN 2 B B AT DU AR
MY ZEMEIRT S5 e 4 R 5 8 PRI E
IR T 2SR IA
12 RAbmist AAGE-FE b PR
A o= N1 S B E RN R el A
R, RN N AR AR S 7 A AN R Y T T
% (reactive oxygen species, ROS) Hl 1§ £ &
( reactive nitrogen species, RNS) . #HL & 17 7E —
FE WA AR AP S A, RRAE— B ISR
XK A 1 ROS, AH A R0 A 4 S 7= 2E
[ ROS ik 1 44 A 470 480 Ak 500 AN e 48 Ak 16 %) 355 B
AET, Dgex L SURAR M = A4 0 L Lok s
PR AT M R A IR, O, dE O A I
A 78 it SR A A, 7R — SO TE M 4 TR S
LA EIEH B (OH) |, J5 & &6
IROS Z—, Al LIEZRIM SRR, EH. &
W24 % A RN, JERCIR M s ee™ . Whe Rk
B, ROS Fll RNS 41 F (¥ 8 AL B A A il g 2 5 v
WA R G A PR EDR R, JCHOE ROS X4
ML (A ZeTn ) 5% 52 i ] o A B 28 0 ) %Ay i
TR i 28 2R 495 A T B IR A 22 T YRR )
ROS/RNS J}i5, il £/ ROS/RNS 2> 3 HUEY 7>
TAAAk, AR OR K 5 0 A g | 4 A A £ B
T AR R R S R e T A T B
Wi 4 B i 18, 3 Na*-K *-ATPase B2 1%, ZH
H AN B L, BN T RS e L Poff 4
N, METEE 1 A A AT R 2 o0 R 455 3 ROS/
RNS 74 | i A A B BURHL S 2 — . BFSE
R Z2 R TR AR T Fh AR 28 R G AR P 3,
MG — i 7R ROS S5 T Wil & R4 A
BEMYEUAN

42 Ak ( perfluorocarbon, PFC) K 4 A9
WP SRz 2R Ae T, XA EEAR &, 7R AR
B 2RI T AT B . DER
R, Fesh 7 PRC Rl & o0 He S 2 8 I T R AR
W B 4655, W % (malondialdehyde, MDA ) .
—H A, —HAIA S (nitric oxide synthase,
NOS ) il ik 4 b &0 Hk B2 38 hn, Ak ) Iz Ak il



.« 428 o

W TR 2021 4E4 LA 424

(' superoxide dismutase, SOD) . 2+t H kit &4k
Yyl ( glutathione peroxidase, GPx) . %8 fLE i
(catalase, CAT) %54 % fLEEIG P T 4" . PFC
TR T AN, T s A bR v R A e, —
HAIESE X f 28 22 G0 S P S AR AR G
13 —AMRSBRAKEMEAEE HOER
TR TR TR S A sty F A ot 3 i 2 AL P
BT, 0 ] S R P [ s SO0 i 3 3 1Y)
BRI L — AR R AR N R
MY, WO R T, A8l — Ak
RLAHT YK T AT ae S — 2L A A U IEY)
O, il L- K S R M A7 5610, B 45 i ot 37 94 1
M

— AL A 1 NOS fiifb = A=. NOS 43 A £ 7T
4 ( neural nitric oxide synthase, nNOS ) . i 5%l
(induced nitric oxide synthase, iNOS ) Fl PN iz #l
(endothelial nitric oxide synthase, eNOS) . #f 5%
R, 457 7- HEEN IR S ] nNOS - 1400 W
5 MR B INOS B N- A Rt 22 TiE RS A R IR
( N-nitro-L-arginine methyl ester, L-NAME ) I i%
FEVEID 6 NOS ¥ REWA ik il i it . A2 K AR P R v
R, Mg 7 —F AL R AR TE WS R O 55
i ( S-nitroso-N-acetyl peniellaminne, SNAP ) Hf 5%
WM L P B R IR R g T B
SER BN, B A BN B B R0 R 4 T NOS K]
AR XIS R R — S R AR EL
TR 7O . WEFEERI, nNOS RN
A I 3 4k % T 55 B eNOS i 5 BRL55, 2 78 ik Y
nNOS I — A LR T e R4 T BB/ .
14 BEF BTS2 AETHIRMEREN, &
PRI PR R 28 2R G0 2 A P R ) 1 o 28 38 T A
B 2 ik 1] Bt b A B DR G o 400 TR S 1) —
2 i% 1 (adenosine triphosphate, ATP) W] £ 4f Jity
AR IR Z Bl ( adenosine deaminase, ADA ) R
B fife oA BT, T R T B BT B (adenosine
kinase, ADK ) g 1k k50 % 2 i 1 (adenosine
monophosphate, AMP) , -y AN, JE RLAR
TR, BT 2T ADK (35 PR, I
ADK R e >

Ji T S o A AR R AR, Hoh AL 24K
(Al receptor, AIR) SRR TFAYERI) e HAEH
WA RS m#Rih, BT 5 R METE AIR 255 7%

Ak, EEOT BN C VT AN b RO BERR LA
A P = B USRI H i A i = B U T
AR ML P Ca® BT, IR N LS IE . Catt
TR, B LT 208 T A R BRI, BRA
LS BRI 5285 I AIR 454
VORI, 5 A S TR Ak, DA BELI
DLEHAERE L ATR T AL T R B BB 28 T A ATP
SRR T, A L SR, DT A 22
TEMLA

SCIEIATE R A AR TR N, ATP %Ik, ADA
VRSN . ADK I PEREAR; P ARSS TRR T T AR
PRV AR I ZE R 2 ATP A 2 28 1k P 8 L
PRALIYSE S, TR R AR T, AR Bk
B LRSI, ATP 194 BRE 28 2,
B S EURAT A R JE, RR B4 SR PR R B
HE R JE AT i R AR RO A L P 2 —

2 HIRMERGAPEHIEHEE

2.1 REAN 2 FtiE Y PRRRRG TG
GLT-1 Bz Sk Hlrba il AR Inas 2R 4 e . [
R el SER APAXAT 2 R G0 R R,
17 FP AR 2 T GLT-1 BP0 il 7] — U e ik T 4
SRR ) . T ORISR R M R
BEIRYE AN, LR ATh AR >
2653 R B P01 41 1) RE D 4 A B A e SR R B
JAEBRMRTII K, AP >

YU 25 %) Al RE T8 o 34 4k B 1 3 TE R
GABA S5l 2238 U AL 138 . A 58 1 %)/ Ui
JEETE S AN IR O 254 5 2482 T 5 ATA 4%
WA TRV RSN, 45 2R 8 s B 1 FEL A 790 - B v
PRI 5 = Ak B SR P AU A A W Y (L
XFMRAHAEA 345 ) 5 A HOKER . WS Ve AR v
S A B SRR T ORI RE R AN T I s B 5 GABA
IRERIZS YA CIGIR . N TE kb BIS SR v R Y]
TERC I I, TN LM T A B v 25 R B K AR
PRV ORI, T PN G R Ak B ) S AR P DR S A
iR TR
22 HAAY  B-WIE DFEABNA R EFER
AR LA AL 25, 5 R R A T,
5 ATA (2l R 5 N IRIRE & B- % P REYH
RS ORI ] 4, 4 B- 908 b )
A T AR M2 R G A PR PE T Y L b
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R LB, B-tHE M RXIEN 5 HF E2 A ¢
- 2 (nuclear factor-E2-related factor 2, Nrf2)
YIRS L IER ST, Nef2 e S
Kelch FE A N B CHE H 1 (Kelch-like ECH-
associated protein 1, Keapl) 09 X H & R & &
( double glycine repeater, DGR ) X 454, &4 &
AN T Nrf2 5 Keapl 43 B A4 A%, SHi%E
TS RETCIEE R, P BT AR s P

WAk A= I —Fh A BTG BR A, A PUA AR
H, R T UcE i sE S 30 sh a4 0. FoE
IR T HGE T2 BRI I A4 AR b 28 R 0 AR
BRI . 22 MDA . — S AL A& S A AL A AR
k. 3411 SOD . CAT ., GPx “Hit A LR vy g ™

BRI A BRI PUAEARE T, W LITEBR H B
B, i A TR DNA RIS B seR Y L B
LA 4T ANIE AR JE 2R RS ALL TR AR oA s
BRI R R s, AR ER, 2
REPRLH Zh ) 28 i o R AR A B, S IR AR EE R
ki Bz )22 MDA 5 & {2 3% B Ik, T SOD Al GPx 7K -
T, PORBRR R AT REX P o R A R R AR
AL B, AR R TR A M2 R G A
BEAT TR H i TS e — 2D Ao

AAREA —ENE R, EERR R AR
HAPUEL., g, MBET- 200, Yo %20
PC12 4l 7T 5 ATA [ 98 % 0,-2% H, TR &<,
SRR, HE R A A IR AR E R
EUGE T UM SR sE M, IRT. DNA o A ik
F1 «OH K- R, ZRbr AR R0 75 DL
23 NOAXZ4n 0 BTk, s rEmHl nNOS
oY iINOS B R L B PE I | NOS 32 i 11 B Hiki 1l 378 12
RGNV )| N K N S S RN U S B P
2 R G E IR . FTE R R B, A B R
(800 mg/kg ) FUALBEK S AE 25 JE A AR M 2 2%
G E R R DL S B, AR
P AN 375 5 HSP70 A5 I, 4 RE 46 = i — %A1k
.. nNOS, iNOS " |
24 RRHFBEZARH A PRI AR A LR
b 3 R AR . R R AN & 45 T IR AIR
Bl ) 2- A A 36 MR (2-chloro-N6-cyclopentyl
adenosine, CCPA) Ji HPAX i 28 5 Gt S Pt ik v AR D)
B R, 45 T8 i AIR 57 1,3- =)
F - PRI EEERS (8-cyclopenyl-1,3-dipropylxanthine,

DPCPX ) J& B 50K T AR S 4 4, 4% SR 2 00 i
LT AR U AT LA d s P AR A 22 R G R |
A AR Y
25 BLEmEFzikmEs R AHM, SaoER
T TS R 2 i sg iR el BE TS AR, T
SR IMLE O Ehd AR I A, 5 &R
Gy AT IR R AR VIR o AR E AN, B
R ER A2 ARIN I FAD A b 2 2R G A P R T R
AR E . Gasier 250 LI Z 47 B (e g4
al . o2 BT ) . DRMEEE (ELEVE ol BHAEFR]) |
e 2% IR (AR LERE B1 L B2 L) )RR AR (1
PEME 1 BHIR) AR RS REET 5~6 ATA Y
alifarh, 4 PP REAE R T R A TP AR A 22 R
G AR TR AR, (LI 227 WA R 25 3% R B ZE 4 JFR
A S P i PR O 0 (L P HR RS ) 5 g 40 R4
TR N IR B AR 25 %ot 0 S B I 37 = A A
SELI, FEFFZ 50 min Ji 2580003 KK L A5
M 35 2 SR, e 289 RO AE 2% g TR R0 RS 10
Bfyask 39 i L 3 AV PR IR S, A 2575 /KR
A RE R TR X M2 R G R P IR 2 —
2.6 RBRMZHSEREERBAKE G G0 ER
TR HE, B RIG R IGYT i R,
JIZ AN AT RR B H B T X 22 RGP
7 ¥ 2 (] B v 0 T R SR R . Zhang 25PN
BT 280 kPa 2l % T 2 58 60 min, ZJ5 fEAH A &
J1F 20% 1 O,/N, 1R A % #% 30 min, # %26 4>
AR, S5 WoR, [ E o R A R SRl B iR
A L AR B H KT S L ¥ (non-Se glutathione
peroxidase, NSGPx ) #1 4+ Bt H AK ( glutathione,
GSH) MBI, LR =Pk BEwdi b a1kl
ALY 6 ( peroxiredoxin 6, —FHTE LY ) I
PER TR FRAL, PRI 4> R A 2 5 T LA
i R ARG 6 TR ORI A A .
S

SR B, o R AR A BE X ML 45 LA
—E W RPE . Arieli 45— KRR T
2 ATA ARSI VE S 40 R AR B 1 h, R 1K,
HREE 3, 24 WG RIET 6 ATA LT, 451/
AL IR K FR AR R I I A T R, A i
T T 20 I H A I it % i 4 % -6- Wl Ot e e
BEAI% . GPx Fhin ., AHFEEE RS K2
T EH K S- 55 RS B AN GPx W& PETH i, e 4y
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