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WE WMEPEAmERPSCOABETRT LGB REZ— S EFH MBI ARAEERAFATE
REFARKF W, FRAEARGRERNZHEZ(HBO) T E L AHAYZEPER , 5B E N it LA &
W I7 A, AFFR A K4 HBO % 77 PSCL#) Z-ZHUH) 677 75 Fik 8 BB T B A AR THA R R R
B, G A A HBO B AP Eilksm Gt 4% . O %40k HBO i@ i Mo 5 R AR B/ S R AR AR R 2
W ARG R o S B RO B - RAAR BB R B AR A R R - B Ak & A e
T AT REAFEFHEF-1la RN ZERE TR Z 0T LA, T HEARERNARBEAYZ K G,
Q@ & HmERFFFHIESD TRFEL25 2 3MNE K AE(ATA) , 1~1.5 h/ R ; B sl s 5 P (1S) &P 21 7T
A2 ATA,1 h/R,60~70 K, ISTRHEH T 452 ATA, 1.5 h/R ,40~60 K ; H fo bk s 5= o (HS) 2 M B0 7T i
#2~25ATA,1 h/KR,10~30 K ; HS I T 452 ATA, 1.5 h/K,40~60 K, Q) BEA &I & R
HBO BA-F 8 2 FRRERI 2R AL & R AT & D IR TRAZ BRI 5 R 97 & G LI Sl 4 R RS
A, @D RRBEFE : 5EFABHE,EH<B3ATAILFARRR B LA, FHALKT THREALFTIHR
#1325 EHN(>5ATA) W 7T 46 -F 508 3 I .

KEIR WA PSR 5 R R B RRL RS 2 A R AT £ D IR TRAZ R

IR R A BRI T AR A4 20 [, (65
M A< (ischemic stroke , I1S) (g N H4 1fil (intracra-
nial hemorrhage , ICH ) Mgk BT i H fiL (subarach-
noid hemorrhage , SAH) , LIS (5 Fu e K20 26 vp
Ji NI 15 (post—stroke cognitive impairment , PSCI)
iR TR 6 M H N AR AMFICN GEF AE
) AT A BRAR WA 2D 1A AR
R A T S ERE A R 609% . AR AEIA
RN A2 A5 AR R N R AR s e AR TR TAERE T, T g
A AE i R 2RI SR 7 (post—stroke dementia, PSD) .
PSCI AR AL 5 2% HOR 58 A B, =2 SRIE KR
A MU AR 2R ATV AR S DR DT 12 T
2 T DA R R A 45 8 e R AR R 0 BT

fli 3T SR . PSCLE & I DI REAM 7 M 55 | 41
SZ 5L TG FUR TR, X PSCLg R
LUNAVIIDSE RPN W a8
15 %8 (hyperbaric oxygen, HBO ) & —F H. A5 24
HNE I B AR e R BRI RO WAL T
BLIRON o ASF 5T SLAE HBO IR YT PSCI Y 2 24l
il 7 e A RN SRS AT R TR, B
o PSCI (¥l A HE A £ AL AL
1 HBOi&J7 PSCIHIEEMNHI
1.1 HBO il A A s ik i DX AR
KT RE w6 B LA g v gl ik Oy = 22t i,
DX 114 1 T 385t P S BEJIC A%, v 3 bk P %€ (middle cere-
bral artery occlusion, MCAO) Ji5 /NS48 4% 3 ifi tA H1
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TEIRSEAT R AU A IR PRI A6 PP s DA e B 2 o 40 ) 1

DX, IR 255 | R Bk M sz 400, B PSCI™ . iR i
JFHUE T 0 P 25 2R 8 45 A0 R ) R 1 4 R 4 5 B o
1ML, P57 7E 45403 (cerebral ischemia/reperfusion injury,
CIRD) , AT S ELPSCI . BRI X ALIH D REFN S5 441
JUE AZ AR R0 DX B RE 3 2k 0 A R A Y 2
) RE N2 52 R M1 O B Y R MR Bl X, S in)
B m > g AR TR S IE T LU
S5O K A Il MCAO K BB AL A3 HBO 2H il
J 25 X (normobaric air, NBA)4H ,HBO 4H[H1 ZE€)5 3 h
N T 2.2 448 5% KA R (atmosphere absolute, ATA)
100% A T8 1 h, 45 R /R %€ )5 6 h A5 d HBO
L AR FRB] /NT NBA 21 AR BRERAE R 5T
K, 218 BRI 2.5 ATA HBO(40 min/IR, 3
3000 THUn , B 2 D RE s B s, Bk
DXAAFR It /N0 R
1.2 HBO jili ok s 5% % ME 22401 15 i 4 o i e Bt
v

DL %5 % 2 (tight junction, TJ) S 45 ¥4 A1) E 2
Tkt 49 1fi1 i 5 B (blood—brain barrier, BBB) %} 4 35 f#
Z2ICIE W T RE BA AR T AL EE M BN
iff =1 (zonula occludens—1,Z0-1) K% ELHE -5
(Claudin=5) % , 3% Jii 4 )& & M i —9 (matrix metallo-
proteinase—9, MMP-9) 1] il YK TJ, Jii & BBB i 43 , /1>
U1 £ 1 -1 (caveolin—1, Cav—1) R #1J1 fil] F i p=112
i A rh 5 BBB 58 B PR B IR B B RN, JE K
i, TRT Bt 0 B 4 9 AT CIRT ", LIAE U RFSE R B, 4
iRt i/ PV 4 15K B2 HBO(2.5 ATA, 100% 4R,
Tl 1 h) T Hi )5, BEE Bk (common carotid ar-
tery, CCA) FH ZE Ji5 i 1 FE-92E 7 ( ischemia/reperfusion,
TR) R SR 1 DX AR/ it it 24 8 A1, 201 K%
Cav—1 % ¥ I m . WANG SF B kK B, 45
TAMEIS B HBO(2 ATA, 1 h/IR, 3£ 30 %K) IRYT
Jei , MLTE MMP=9 # JBE 2 58 X1k J3E o ] e i
1.3 i HBO jdiad i 19 e AL -hid b 1k 5 858 5
AL €]

AL % (oxidative stress, OS) $5 Sl &0 i} i 2H 24
KA TG PEAA (reactive oxygen species, ROS) L2, H it
AR RIGEBRAE ) (il E AL -PU AR R R A
ROS % 1k 4 hr 44 B8 B 5T 7™ A= T - 8% (malondialde-
hyde, MDA) , S BUHl 22 TEAE T, J2& PSCI & A= HL il
Z " A ROS F2 20k [ 45 A T A ok e
JURNZERS — A% Y BR W% I2 (nicotinamide adenine dinucleo-
tide phosphate, NADPH) & 1L il (NADPH oxidase,

NOX)!S! 4 1k W B AL i (superoxide dismutase,
SOD) AWt H KIS E AL W (glutathione peroxidase,
GSH-Px) i %8 1k ZU il (catalase, CAT) 55 AR Py
AR T AL B, AW B2 n] a] 138 S WA TS
OS Je AR . CHANG %8 'F 5 & B, 47l MCAO Ji
IR K il #2 % HBO (3 ATA, 100% %, 1 h) T filJ5 , fit
1 X 25 B H B (glutathione , GSH) . GSH-Px 7 1 B I,
T NBAAL SRR A L 1S AR
HBO(2 ATA, 1 h/¥K, 3% 14 Y F Bl , # 28 2 fig
P i AR B A A ROS Rk B2 ] AR T X
WA, 1M SOD  CAT ¥ J& WA fuh = 0 AL, FRR |
SERUHTSE R L, BETS BFEHSZ HBO(1.8~2.0 ATA,
1 h/W 3820 00) TS , M2 D RE W] 0%, 1V
MDA ¥ Ji£ W] 58 A% % B 25, T GSH-Px,SOD , CAT
Y TE I o T4 B2, B T 4 HBO ml i i 3 15 4
PR R OSHiti

1.4 HBO s P 15 - B ik S kianiastr
141 I T 4 AE TR PSCL R e AL 2
—12 0 RER (glutamate , Glu) /& XA 28 R G0 5
[ 2% oy M P 22 08 T, ] T R B R 3 5 (Tong—term
potentiation, LTP) (%% 2] {02 1) #f 28 Ay, 5 fish v] 48
I Z ) AT Glu Bl f 5 84k
TRPY Ca™ 2L, fil & %A P FE M SR IR ) R e
[A] B Bel-2 #H 5 X 45 [ (Bel-2-associated X protein,
Bax) Fl Bel-2 [R] Y8 4 5t 751/ 473 & 11 (Bel-2 homolo-
gous antagonist/killer protein, BAK) 175 {4} JE{if 2] ffg
{6 c(cytochrome ¢, Cyt ¢ ) B BRI IAR S , 4 B
KAE F -3 (cysteinyl aspartate specific proteinase—3,
Caspase—3) fili & 41 g 8 -2 . Ca> # 2% % 1 bf
ROS A= j, I OS #1451, PENG SE 058 & I,
MCAO J5 IR K ELZE HBO T HUf5 2 0 070 W 1
41 0 £ FN Caspase—3 77 1 3 BH 2 B AR 5 7K oK 7 7%
DRI I S 4, 2 - 5 RO S 8

14.2  AHIERIET:  Fer fUBHE— PR FRAT AL AT &
HFe BUR . AR A A i Fe? R ROS, 28
22 AN AR IR I T A A 5% T BE T i A 5 T8 4 (acyl-
CoA synthetase long—chain family member 4, ACSL4)
PEAR AR BB G L P22 Fe ik, B ROS AL A i
i AL ®) (lipid peroxides, LPO) fit & £k L1127,
CHEN 255 F 58 & 3, CCA M Z£ )5 IR K B £ HBO
(2.5 ATA,100% %, 1 h/¥, 3£ 30 00) T Hi)s , Kk F
TR AR Y 4 R, o T 5 YRSCRI R B I ) ks
PR B L GSH—Px ¥ B2 Y5 BH I 34 Jin 5 ACSL4 mRNA
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TR IKF B I3 MDA 36 J5E 249 A 8 FR 1K

1.4.3  H0H0 R A b R A0 MR A A2 AR
5 A 45 i 4 o e AR PR P 8 S AR AR L
F W2 B MAE T AR S SR E WA G
F A (autophagy-related genes, ATG) , & ATGS5 5%
% 3(light chain 3,1.C3)% ,LC3- [ 5 LC3-1 il
FI W A 2B AT DG, 2ok B 1 e 22 R L Sl 4 A
5 Z W E AR AR 1 (mammalian target of rapamycin
complex 1,mTORC1) BB S, A0S
Pl B FRRE R = | Ca A3 T il & L
IS SR T - la(hypoxia—inducible factor—la, HIF—
Lo) W AT pS3 Fh &7, Ik & o & A W', CHEN
SEISE K B, HBO(2.5 ATA, 1 h/iK, 30 ) T 1S,
IR R BUK 28 5 1 AR 0T I 4 4 0L 5 20 i1 & B0 8P
3 i I ) E 0 b i PR 22 ST 4R . mTORC
mRNA & 5 9 8 T3 ; ATGS S LC3B & i 34 &2
WA, 1A Wk A B i 2>

1.5 HBO il 415 HIF-1o e #5835 D Tk
Fheg s K

1.5.1 HIF-la HIF-1 [ o A1 B WA A, HIF-1a
AR T 2R S AR HIF— 1o B3 A
T )5 5 R = A S HIF-18 255 8 i HIF-1, 3
1% R N7 #8 E PAL [ 1fi A8 N B2 AE A A1 (vascular endo-
thelial growth factor, VEGF) \p53 45 |, ¥ IfiL 45 A 1%, |
F I 8 T BBB D RE A A AE K457 . ROS AT
1% K=k B (nuclear factor—kappa B, NF-kB ) %,
fiEAf HIF- o FF 12 (H HIF- Lo 78 B 26 H R A4 £
FH A 433, PR HC AR B R IR e T A P A K ™ B
FREED S B PR IS SR LN HIF- 1o TRy, T 3 5
Nip FEAR 3, T e 40 0 8 1 117 66 200 P o T 34 5
L A B AR IR 7 30k et il A A TR IS
AE HIF= 1o 5L T 25 mT 3 i 0 TR DG R 38
JOIER 290 U T 5 WG T o T 5 ATG Rk, I
FE B WEST R pS3, NI A1 M T, F g R A T R
255 5 RAL G F R 52 AR B 1 3(NOD-like receptor
family pyrin domain—containing 3, NLRP3) ik, {4
SE AN EE PR Bl L S HIF - o5 AN 32 30461, = (R
P2 e i d T HIF-1o B A R, 1S5 HIF-la
e WA, AT BEAE A IS IR A0 N FE bR s 2
— o ICH & F U HIF-1o 8 1 & 55 1005 i 3R
Bt T —a (tumor necrosis factor—alpha, TNF-o) ¥
RIEARSE, 5 Z0-1 mRNA 5 60AR 5C s AH X 1l 4 el
JK (perihematomal edema, PHE) &R 5 720-1 & H
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WP UM 0 TCH R R B HIF=Toc T R 23
i BBB #1111 S 4 , 2 i#F PHE JE 1, S 8 ph 22 Ui e
BEAT . BE b, SAH I UL T HIF-1o ¥ B 2 ]
IR I BBB I S A AE K A HETE R,
SAH IR Bl HIF— 1o FEAR 8 i HIF—Too/ PN B Y —
E AL A A B (endothelial nitric oxide synthase, eNOS)
i PN EE OS #5145 S R AE K- T HIF-1o 488
B Z R HIF-1o0 %) 1S B “XUT1 817 00
iy X 1 PE R 25 5 (hemorrhagic stroke, HS) 32 %24
RO o 55 ML T HIF- 1o 75 5 2 PSCL R A= Y i
WAz =4, WANG %7 55 & B, HBO (1.5
ATA, 100% %A, 2 /W, 353 0¢) T HUIR KB, [+ 0 7
o ATG13. LC3B 1T J& HIF-1a % i ¥ 0] & F& {5,
mTORC 1% B M 2 T , #2728 HBO nl i i 30 15 HIF-
la fRAPHIZINGE

Wnt/B-#F 4 H (Wnt/B-catenin, WBC) iffl &
HIF-1o T i s 22—, SR 40T HIF— 1o T o i i
JiN B—catenin F ZIFEH 4, -5 T A F-1
(T—cell factor—1, TCF-1)/9 4 itg 34 58 K T (leuko-
cyte enhancer factor, LEF) 254, 3G W C A % 8 77
Wt $ 25 (5] {1 3 fh 28 1 40 3 58 il 48 S o8 ik
A BUEAL BUR PUR T HU SESIR Y K
B, A MCAO J5 IR 4% HBO(2 ATA, 100% %,
1.5 h/¥R, 336 ) 11 , kil X HIF-1a .B—catenin ,
LEF-1.TCF-1 & & B B IHe , o G IR0 F 3h
P A8 Y AR, - 15 G R T R I ) L B T
$&75 WRC i % 7T e 55 PSCI & Wi AL A 3¢ , HBO AJ
B o HIF-To/WRC i i 12 1 A IR IR i 2 e A
I, T AR T BE
152 WP MLEFRNT ML EFENHT (neuro-
trophic factors, NTFs) £ fii I ¥ #f 28 5 53 I
( brain—derived neurotrophic factor, BDNF) . Ji& 55 44
Jitw P51 228 32 TR F (glial cell line—derived neuro-
trophic factor, GDNF )%/ BDNF 1] 1]l il #4 25 ¢
o R HE R R AT BAE Y CHANG
SESIBIESE R B, IR rh 34 H N BDNF ¥R EE 5 CTAR AR
BRI, #2758 BDNF il BE5 PSCI AL A K
SN AEIREGY % B, PSCI R 22 HBO (2 ATA,
1 h/¥%, 30 90) T-HUS , HfiLii BDNF # B 1] &) K 4l
MRS 1 F (Mini—Mental State Examination, MMSE ) #-
BB TR . GDNF Al fiedhife S 2k A ks
23] 2 MNCIZRE S . LEE S&5WF o8 & 80, A5
MCAO J& TR K532 2 MR 519 HBO(2.5 ATA,
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100% %, 1.5 b/, Jr g 14k 2. d, i 5 2 3 3 ) -1
J& , B 1L X, GDNF .BDNF mRNA %% 5% 7K -1 0] & 7
5, HL3 A R T 2 d 41, $% HBO Al i 2 o
BDNF . GDNF £E & , 2 11 907 1 B i 22 oo il 38 DA A
THRE , 305 3 T PR ) RSO B 4
1.6 HBO il EF-PENIRTE RNA JREE Fhep RAE
H R W T A A K -18 (interleukin—18,
IL-18) . IL-2.1L-6, TNF-a ., T #i & —y (interferon—
gamma, IFN-v) \IL-17A %, [fif 35 4+ 1 N Y5 P RNA
(competitive endogenous RNA, ceRNA) J& — Fft i 13
AN [F) RNA 43 40 K 4% AE 4 5 RNA (long—stranded
non—coding RNA, IncRNA ) 5 /)N RNA (microRNA ,

miRNA) 45 & J5 15 8/ RNA R 3745 6 RNA (mes-
senger RNA,mRNA ) TIREA) TAEMIZE 502, Bh RIAE
I PSCI AL 2 — , nl e OS $ 413 fi A P 7=
YANG %52t 53 & B, PSCI H & 455 HBO(2.2 ATA,
100 min/¥C, 310 YC) + Fi 5 524 F) 2 A A 3
(Montreal Cognitive Assessment, MoCA ) PE43 HT %
T IL-4 S TL-10 % B X W T i, L3 2o Nk
JiE W 8 A L 3 T -5 HBO P45 Inc RNA % 5% #1 l
Ji 83 IR BB PR 88 5 B 51 — 15 (tumor necrosis factor
superfamily member—15, TNFSF-15) 2 5 Y NF-«B
RAEAF T, NS AAEA G, WK1,

#1 HBOj&¥ T PSCIHIEZEHFI
Table 1 Main mechanisms of HBO in the treatment of PSCI

HBO 877 PSCI I FZHLHI

(L IO

3 3 VA S AR DR N o XA
i3 LR LX)

3 3 e R R
LA 5 i e A

i HBO i 98 1 A -4t
SR ZR IR SE A R

i 2 Hp > gk L 5 AR - R ML DX (L 37 R0 X R HBO—> B Sl il | PR st X

RS M 1E 20 2R — Bl i DX AR Rl /N
HBO—~MMP-9 [ t—7Z0-1.Cav-1 F+
= —~BBB i % P B AR I K i R
ﬂi&[ls]

HBO—#it %A 1L ¥ it : GSH-Px. GSH.
SOD CAT Jtv, A b it il /AL A
ROS \MDA l}%{f&ﬁl&)—zl]

WA P45 5 T~ BB 55 M Ml 55 5 e
K=K I B, N 48 il CIRT- !

il —>ROS 3 2~ S - HL Ak R R~
LA T DNA i~k oestr o

T WA T —>Glu i > Ca® R 24 vt I T : HBO—>Caspase~3 F#AI%, 1

F—>CytC B0 Caspase—3—>fil & Jq 71>

20 e B i

BRI A h—>Fe? R A ROS—BE#ENE 4 i 8k 4 - : HBO—>GSH-Px JI % ,

A A - B A R R

—>LPO—>filt > ‘;27]
L - ik JZRRALT

ACSL4 mRNA K& MDA R i

S AR AT —OS #0407 VB FERE R B = (Ca®T LR [ . HBO—>mTORC1 mRNA
B HIF - 1o Gl 18 ps3) >R 8 M ATG,  JHE ATGS K LC3B A%, [ WA ik

i mTORC 138 B84 5 fih % ok 5 1 I 2052

7}&/}\[33]

HIF-1o: 5655 2 1 B 1S B HIF-1a T — 3450

Nip FEEE 15—~ i =

R PR IS HIF-1o FF i — 3% 5% VEGF 3835 HIF-1a: HBO— ikt Ifil X HIF-1a.

FEIR P i A A LY
38 5 A HIF-1a M #h 2278

Fr T IE a2 A A 2R FR >IN A T

B-catenin, LEF-1, TCF-1 % &3 71 &

RIS W HIF-1o b M 338 08 T A OGS —a 2 HIF-1a/WRC 38 B4 F PN IR 7

W S

IS HIF-1o T 3858 ATG Fik—ln #8795 NTFs: HBO—>BDNF ,GDNF

LA I
HS H 5 URTR,

ﬂ%—ﬂm..’;u

NTFs: iliz 1 —BDNF .GDNF F#{I%

T8 3 T Ak P YR M RNA U
B RAE RAE

Jigi 2 F /NS B A M TG AL > SR S IE I P> 2 HBO—>ceRNA—#{ %8 A 1 1L.-4 . 1L.-10

This Bk TR AR
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2 HBOi&YT PSCIH A RixHF

HBO YT 2R TIRIT I R 5, 46 AR
] BALYR FFSE N A] IR T UK TR R R ) VR
AT XEAR[RIZEAL AS[R] B9 PSCI R e %
AEAIRIT TR R R )T $E 2.5.2.3 ATA,
1~1.5 h/R, AW SR FEA TS 30~60 min
K HBO 5 SR A 4y, 208 38 D7 450k 55, {ELIIG IR
FRSE S 5 7E KB IS 12 h P47 207k HBO T ity 7
BUREAR, IH 22 HBO T FlAE ik 4% v 2ok B = 18k
WINALA P A E R . DONG %5 W98 & 31,
HBO(2 ATA, 1 h/¥,60~70 %) T Flk-& 25 W67
Al B S IS AR <14 d Y PSCI 8 3 3 (A 1 3
fig, FEARRAE Ko XU SR & 8, HS A 7E
24 h N4%3%Z HBO(2.5 ATA,100% %8, 1 h/¥X , 3£ 307%)
TG, M E D2 3 Bk e . LIS R &
L, SAH 85 7 d NH%E3Z HBO(2 ATA, 1 h/¥K, 10~
200) TG , AT IIREMT 3% . HADANNY 2508
WF 58 & B, 95 F2 >3 A~ A 19 PSCI 8 & #£ £ 52 HBO
(2 ATA,100% %, 1.5 h/¥K ,40~60 1K) T-Hil5 , id14 |
FET) G B S R cE . DL R
7N, PSCLIBR H TE 55 A iF B W R L4252 HBO i
DAAREUAE RT3, 1S 2P m] 457 HBO (2 ATA,
1 h/¥K, 60~70 %) T i ; IS 18 1 B Al 45 7 HBO
(2 ATA,1.5 h/¥K ,40~60 1K) T i, HS &4
T HBO (2~2.5 ATA, 1 h/¥%,10~30 ¥ ) + i ; HS
18 M AT 245 HBO (2 ATA, 1.5 h/ ¥ , 40~60 %)
T

3 HBOEX&HMIAMITEEPSCIREF
B M F
3.1 HBOA HAL Lk

1 28 ft J 3 (repetitive transcranial magnetic
stimulation , *TMS ) J& —Ff A] 8 5 Kz 57 B A fii X 2%
PER AR AMER RIS AR , =5 Hz Ay w4V T
2ty ;<1 Hz A IO, AR ALE S A H > . A Meta
SIMTIIFIE 2 B, A TMS T B 2 B3 PSCT AR & IA A
IRe , i6 97 307 5 R A2 75 AT 4 i (dorsal lateral
prefrontal cortex, DLPFC)P, SPFEEOTF5E T,
PSCI # # %52 HBO (2.4 ATA, 80 min/ X , 3£ 40 1K)
B A TMS (Z£ 1] DLPFC, 10 Hz; 47l DLPFC, 1 Hz)
1BIT IS MoCA 112 ) EIRICAZ TEF A 18] B4k
17 G B LEDE 53 F09 SCHrAE L 7 B AR &
RV or Yy W0 42 5 (HZ W AR B vl Bk

606

= /KN BT RY JR R $2 8 HBO B fTMS IR
AR —E R b PSCI AR OB R o
g, EZONIERICAZ BT S R AT RE
FWADSE EIi5E .

3.2 HBOBKA LW i ik

25 1 7 H ) % (transcranial direct current
stimulation , tDCS ) & — Fl 2l 28 #h 28 70 J5 L v 7= A= %
Sl T 98 1 P A AR AT R AR, T B I 0 PSC
BFINH) e, 5 P R 243y, B A e
1 8 % B8 PSCI £ % 22 HBO (2 ATA, 100% &, ,
1 h/¥, 4L 18 ¥R ) B4 «DCS (FHA% DLPFC, [ B %t il
ME# M, 1.5 mA, 20 min) J3 Y7 J5 , MMSE F1 MoCA 7
oy Y00 B AR S AE AR AR B /N BT I
I e Z SRS S e bR A R BR P . IX B HBO
BXA tDCS ] 7E— 22 F2 B 1 W1 4038 PSCI AR 1A
INAITBE, EEMEE S ML IF R iE 2R
FAATHIRE , AH K750 RRF 9T
3.3 HBOWGH %

B S —Fhnl = A 2 T B8P B0 40 L OS
AT T ML S Pk . AR Won , kA
L 1T 035 PSCL AR A HI DI REN ), T 4K S AT
&P, PSCI R E 22 HBO(2 ATA, 1 h/¥K, 3 201%)
A Sk BT (£  VUpR I T 2k b 2k AT 2
W 263697 5 , MMSE Fl MoCA 7321 BH .42 55 .
K H R SIS 5 B, PSCL R #4252 HBO(2.5 ATA,
100% %, 1 h/Ik, 40 WO Bk A Sk (2 Hz, 2~4 V, N
K FHTT B SRR E 257 UDIRIT IS, MMSE 3T
Sy AR S . H R 2 T T I AR A L =
TR HIBE DT R BR % o #2758 HBO B A 4 % nl 7 —
TERERE [ I PSCTEE YRR IR I g, B2
AR RE KB RRE GBS BT RE M AL AS ]
H R TR0 FERIF ST o
3.4 HBOBA/MIBTAZ LI

ZINIG 5 A B A BRI 4% o A T S R R
G 4 1R 327 454 SO /1N i ) B B A5 1) B 52 kR A8
SCPE/ N R 2 | X 7R /NI T (fastigial nucleus,
FN) AR 0] B85 PSCT &bl 45 56 . #F98 KB, /)
v 1904 #, 3 (fastigial nucleus stimulation, FNS) 1]
23 LA A 2B (vascular cognitive impairment,
VCD) B E NI RE . & E AR 5T & B, VCI
BEZ HBO(3.0 ATA, 1.5 h/¥K, 30 ) B & FNS (XL
MIFLZE I 136%~ 181% , 8 Ji 80%~90% , 1 h)if
J7 I , MMSE 1743 B i 42 5, (HIZ i S AEAERE AR A
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AN R ez PR R D A R R . H T HBO
BB FNS BT B0 N 22, %07 1k T FE— 2 R ik
F# PSCLEE INHIDIRE , 2 ME adie FEE T R
TOIfe S MO 1. RRTE 2l CREEAIG
RBEHL T B35 (randomized controlled trials, RCTs)
LI HBO BX A& FNS X} PSCI R T 3%
3.5 HBORAHRIYE

2B ARG YT IR R 4 S R R T
SEIAPEAR H AR 1Y i B PR SR YT 7 (music therapy,
MT) . MT Al P85 o AR B LA A1, 2iesss PSCI
BE PPN HIIRE™ . BERRRGE BB M AR AR
U, MIT 3 FH B 55 45 J 3 SCA TS 52 A N BT (H
X ] BEANIE A 1A B AR TR ) PSCI R A ok ik
PR B8 T A7 2% R M AR, R @&
WF5E & B, PSCI & # #:32 HBO (2 ATA, 1 h/¥K, 3t
30 ) BeA MT (6728 (LA b AL /35 5R) IR YT
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Application of Hyperbaric Oxygen Combination Therapy in Rehabilitation
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ABSTRACT Post-stroke cognitive impairment (PSCI) is one of the most common sequelae of stroke, which severely compromis-
es patients' functional independence, social participation and quality of life. Hyperbaric oxygen (HBO) therapy, which delivers pure
oxygen or high-concentration oxygen via inhalation, exerts neuroprotective effects and has been proven effective in improving cogni-
tive function. This narrative review summarizes the core mechanisms, treatment regimen selection, combined therapy applications,
and potential adverse reactions of HBO therapy for PSCI, aiming to provide references for the clinical management of HBO therapy
for PSCI. (1) Core mechanisms: HBO therapy reduces ischemic lesion volume by restoring oxygen supply to ischemic brain tissue,
alleviates tight junction injury to maintain blood-brain barrier integrity, regulates oxidation-antioxidation balance to reduce oxidative
stress, modulates the cell apoptosis-defense axis to prevent cell death, upregulates hypoxia-inducible factor-1a and neurotrophic fac-
tors to promote neurogenesis and angiogenesis, and attenuates neuroinflammation the action of competitive endogenous RNAs.
(2) Treatment regimen selection: standard therapeutic pressure is commonly set to 2.0, 2.5 or 3.0 atmospheres absolute (ATA), with a
single session duration ranging from 1 to 1.5 hours. For the acute phase of ischemic stroke (IS), the recommended regimen is 2.0
ATA for one hour per session, for a total of 60 to 70 sessions; for the chronic phase of IS, the recommended regimen is 2.0 ATA for
1.5 hour per session, for a total of 40 to 60 sessions. For the acute phase of hemorrhagic stroke (HS), the recommended regimen is
2.0 to 2.5 ATA for one hour per session, for a total of 10 to 30 sessions; for the chronic phase of HS, the recommended regimen is 2.0
ATA for 1.5 hour per session, for a total of 40 to 60 sessions. (3) Applications of HBO combination therapy: HBO can be combined
with repetitive transcranial magnetic stimulation, transcranial direct current stimulation, acupuncture, cerebellar fastigial nucleus
electrical stimulation, music therapy, computerized cognitive training, aerobic exercise, and pharmacological interventions to syner-
gize therapeutic effects. (4) Adverse reactions: the incidence of adverse reactions correlates with treatment parameters. Adverse reac-
tions are rare when therapeutic pressure is maintained at <3 ATA. Under standard therapeutic parameters, mild adverse events such as
ear discomfort are occasionally reported; pressure exceeding 5 ATA may trigger severe adverse events including agitation and seizure.
KEY WORDS post-stroke cognitive impairment; hyperbaric oxygen therapy; transcranial magnetic stimulation; transcranial direct
current stimulation; acupuncture; cerebellar fastigial nucleus electrical stimulation
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