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Abstract: VDAC1 (voltage dependent anion channel 1)is an important channel protein on the outer mitochondrial out-
er membrane, which regulates mitophagy, participates in the regulation of inflammatory cytokines and the activation of the
inflammasome, hence being crucial to the inflammatory response. Patients with obstructive sleep apnea syndrome (OSAS)
suffer neuroinflammation due to intermittent hypoxia and increased oxidative stress, leading to chronic damage and neuro-
nal cell apoptosis, and eventually develop cognitive impairment. Since OSAS patients’ cognitive impairment is significantly
influenced by inflammation, and VDACI regulates the activation of the inflammasome, the relationship between OSAS and
VDACI, mitophagy, as well as inflammation are reviewed here. We hope that this study can provide a new breakthrough in
mitophagy and inflammation in patients with cognitive dysfunction caused by OSAS.
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T REFR AT OSAS Y —Fh B 21l PRI , A48 11
B FESE T B S B -G0S R [ R A 8]/
S5 K5 BE ) B AR PRAT D RE R A . HEIE L B 1
OSAS HY JBIR R N 29%~4%, & ¥ R 1%~2%"" .
OSASIZ W14 G AR 2 22 3 IR A0 SC R e 2 3 4
{IKi# A5 %X (apnea hypopnea index, AHI) , AHI J2&: 4§
B B P 45 /)N I 308 s 1) I W 7 45 R VR O, R
OSAS, AHI A 5~14 % ; 1 OSAS, AHI K 15~301K ;
B OSAS, AHIII R T30 0. 3l # 5 L T, OSAS
MG I7 J7 15 A FF 22 S 3E 1F JE (continuous positive
airway pressure, CPAP) | F 542 745 8 IRNLIRTT S
FARIGIT ABSFRAA L ST, ATk 2
NN CPAP & OSAS 84 1Y B kiR Y7 ik i HL
L2 B R AT BRSO vk FLAE AR T AR 2 e R I
i FE R PR3 B AR B FIR IR R] , DA K B3 R ARG IR
BITHAA A B E RO . BRTAY B
FAFE S AT BB JE OSAS Fe M =M a K &, 2k
WFSEHIE T OSAS 1E A N b iy B R K T
509, 3F H., OSAS 7 15 IfiL s 2 U b BT U AN
AeJI PR R E AR,

2 KaEb &R B R IR e R
12 45 A A T 69 VE

2.1 RERMIREESESIESRE

i K HFIE K L, OSAS Hu 3 i RAEFR &)
Fhim AT L RS S GE IE R A SURIT R  RAERR
W e ] W AE 1 (C-reactive protein , CRP) .1L.-6
(interleukin 6 ,I1L.—6) .IL.-8 (interleukin 8 ,I1.—8) il
TNF-a (tumor necrosis factor alpha , TNF—a) /KF
R WS B 2 UE I, OSAS 5 51 4 0E AT g 2
g & M8 N B2 AR M R 05 , O i — 20 R I A A 25
FRITIRE™ 4003 N R T RE , JT 3 B 2 A i i
1 OSAS & i WL 3] T JAE IR Y, H
AL G ¢ B AR T L A0 B R RORG B A SR
CRP /K5 S M0 AR L AHT /K P 52 1R 4 56, I 7 1]
it A1) 7 AR 0 4 L PR SR B 3 A A
BB A RZm O PR, R 28 9 E 7 ARG RS
BB P8 B R i B OCE ZRPEM . 0SASHh
P4 it SR AT I U8 | RS o 48 A A 400 i BT 5 1% 1
VA B 2 e B A, S 2018 A 1 A 22 5T 4 i
T, DTS BON A2 BE B A o (R v B AR
OSAS 1 i & FAE , T BOIAE I B S0 L 5
TR S AR R Ak R RORG B o R A
AIRE RN I RERERT . 78 OSAS (B, th A% IA
F- kB (nuclear factor-«kB, NF-«kB) i #2175 5 19 R 9

7, 1 TNF—o F1 TL-6 FE 351411, NF-k B Fl ik 4217
S HRT1 (hypoxia inducible factor—1a, HIF=1a ) 435
JE 55 GNE RN B AR PR ) B SRR, NF-
kB IS 5 OSAS (9 LA 22 A G B 7R B %
PR BB 1 TH & — AR 2L A2 s R B
HIE , TH PG G B00E NF-kB A1 514 2 i 3 % , NF-«B
& HIF-To 19 G5 7 S 0006 TR, Rt 4 e 3
A HIF-1o (UPTAR B K H 2, HIF-1a P HNF-«B
T A 3 40 B A%, 2 JE 1L-1PB (eytokine interleukin—
1B, IL-1B) Fll TNF-o S5 12 4 40 Mg PF 7 1 35
EAF— LAY S, 7 28 CPAPIAYT ) , OSAS H1 NF-«B
FIHIF=1o 7K R RE TA] B i 48 23 952 405 OSAS
A 52 ] MCACAH S i By X, 52 BB AT
JIRNFN T T, 3G 0 A 8 S KU ] R
A, B IR BEAL | S8 AE R L4 508 AT S B R
W BT A5 A DG MR A A ML AR 2 . RAEAE OSAS &
JE PR EEAEH , R X SR B T TR
By o PFUEEESE £ -3 (Galectin=3) J& ) {Z /0 i 7E
RN EA Z R A 2E D RE R T, 2 — R R
RIEG T 0T, B 5 RIES A it 12, A 0o
7R, Galectin—3 5 [ {[% I I 2 ORI R 3] HE i 1 2%
YIAH 2 , Galectin—3 F} = A] G iof 4 15 NLRP3 & i
P2 JAE RN, NTTT S 5 OSA 38 A e
T+ fE NLRP3 B: R G B /N B, B AIR T CIH 7%
S0 I J5T 20 R T AR B () B 2 ARk R K
P B, NLRP3 025 7] LU 8 fi 7 Parkin 41
B £ R R B V8 2 CTH (chronic intermittent hypox-
ia, CIH) i I £ 2 0E o NLRP3 A AE/IMA 1 55
PO 2 P 22 R e 1, TR A4 Ty R A
ROS (7745, 9 5 Gy | A B 905 F B S e ke
g LA B AR 25 BLAR OC , UE B 2 /MA NLRP3 7 1]
BV R A R P AR T A AR 2 HE T OSAS
MRS i — 2B . Di4h  TE)LE Y
FUEHE R PURIATT AT A SRR OSA JLE Y
WP (5 P AR
22 BERMEEESSIES&NE SR

OSAS AJ F B 3 0y g 42 J1 Fia AT 2 fig b
T8 TR die AR o 1 = o JHLAE L
CIH fi¢ #7542 (reactive oxygen species, ROS) 7T
L, S SR AR R PN T I A ZE AL L DT R B — W TR
P B A B B A RE DR I AR A
T . DNA E AL g it Ak LA K 41 i A 2i 21 () 4
i 3 H ,ROS H b & N I (inner mitochondrial
membranes , IMM) H 4 -0 52 54 7= A . FRATT AT 0
SRR A OSAS KRB RI rh A 7R > (iCIChE
A S X2 il %X H (synaptophysin SYP) |
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Ji 5 ZE FE A K I F (insulin-like growth factor, IGF—
1) R i J&5 B0 ¥ 95 (postsynaptic density protein—
95,PSD95) \ R A £ BEAR 5852 1A M1 L AL (M1 sub-
type of muscarinic acetylcholine receptor, M1mA-
ChR) & o7 HH Bk £, T IR 5Z 14 (a7 nicotinic acetyl-
choline receptor, a7nAchR) V& />, UEBH OSAS 5%
IRERERT Y AL P RE S i S X AR 2 0TI T 5 i s
b SRS SZ AR RG-S IR S50 OG . H W AR K
I Wi 55 2 Pt 23R AT PR A G | QBT 7R 2 v R
(Alzheimer’'s disease, AD) . 4> #% %% (Parkinson’s
disease, PD) 1 JJL 2= 4 fil] 22 % {L 5 (amyotrophic lat-
eral sclerosis, ALS) , X 88 o, 3 o WG bR 5 0 3R
AR A BTR PR E T, OSAS K FRUBTRY H B
NI B R A, AT A BFSTUESE T OSAS KU 5
M ICA M ZARAARTE S R A T 224k R ATHE B
W25 T OSAS INRIBERG (YT 1, AN AT/ 8 ik —
A BIBEFEUES: . OSAS U FAL R N, ik — 2
7| S B SRR DNA 45473, [] BCPE i 40 7T B2 X —
U i S R ST i I D e TR 7=
SRR BRI N K DI RE RS, AT BE S OSA X #i
ZINFN I REAR RS2 i B2 A AR AR
T AR E AL S P ELLR AR R 2% R e IR TR
AARARINRE NG, JF 7 A KA F G T 2P
PUH AN . SORLAR BT i P2 1R A B 2R T 00 DA
T JE 4 L 5 2 ) B Y D RE SRR, Tk
Bl 2 W S A o s R 0 i B SR .
K5 F B, 5 M (endoplasmic reticulum, ER)
SRR Tz BRI S SR | X LR
JE I i 5B R SAy R A4 PN BT 19X 4 fi 437 5 (mito-
chondria—ER contact sites, MERCs) , Xt /& SE Il £k
RARDIREFT LAY o AL o, BT 9E 2k
LRSS 725 BRAR 1 W5 2 8] (1 2 A Bk R 4 it T
UEFE , X 2 B R BT T A0 A A 5 2o AN AT 2D ) —
FRAr2 o R GBI B AR A3 I 1 S 7 7 AN T
LRI Bl 0y 2 (SR F W MERCSs 1 B[] 7R
FH L 3T B A RIS 5k A5 | RS 18 95 o B2 AT A 4L A1
T OSAS F8 K [E] B v B4R, BT ot , FRATT 5 TR &
RARTIREREiF S5 T OSAS & 19 #iL Al BT 2
IF 5 HAN R AT I B2 DA G

3 BERMMEME THRE] L&k
KB v Fe KE B K A

3.1 HERBMEEFEE1 S&AEER
H AR P B i@ 38 1 (VDACL) , 520 T4k

BARSNE F A Z IR EEE . VDACI 2 5
AEhE = A ORI A AR 38 L Ca?is iy W AR 4
MU T BRI (mitophagy ) F1F 2 HAB DI BE .
VDAC1 Ij BB P 15 52 ) 9 0 Sz g 1 R AR 25 LA
K, T B AT N S B A B R A AT A
H ., VDACL J& 5 5 4 b (17 T 40 I 08 T 1 i B
2020 ERORi AR [ W — i I B WAL
i3 B A2 0 s T RE A 2 AR i el R H TR
AP AR FR SR . T PR Rk
L R B AR REEIES EErgRik
RS R ES ¥ AN G £ a ] 0f 5 R (IE B2 AN
H WAL H B R, 2 LR AR B D RE T R, S 3
Ji A A A T 5 RS BBl g ) & A . B,
461 5] VBIT-3 F11 VBIT-4 DL &% VBIT-12 A il #i
VDACI Y24k, S BN N Ca> ¥ B 20 AS | R
ROS 7K, TG4 5 8 12 15 4 5 il Zobr
IRIRERERY . VDACT 54847 4& DNA (mitochondrial
DNA, mtDNA) B INA 5, 3 02 [ WE™ 37 45
HI15 S . VDAC AT LA RS B Parkin P52 35119
LRk, IR Bh 2RI 1R { . PINK1  Parkin 22 5
LRR AN EZEEA, ALY, VDACL &
PINK 1/Parkin 1 [] 52 #5127 (A Ir 75 19 VDAC1
BRI/ T 525 Parkin MZH 0 J5 21|52 £ b 40 )
S A5 . 25 ek /0 TR) B S 3 AR AR T ok AR ) T B
AN, Parkin 12 24k VDACT , $5 1L 22 k7 1A 1 ik
VEPEVE A Z GRAR . BRI FE B D
Fh VDAC BB LT , Parkin $I% [ it [ 26 07 14 14 T fig
SZ 0, (8 A] LI o 7 X e 41 R 2 38 VDACT B
VDAC3 > 2 38 3 Bl it 5" o 3K S8 3iF 4 UFE 55 T
VDAC1 X} PINK1/ Parkin 25 fZ 1A [ IR 22
32 HEKRBMREFEEISRKIE

W R R R M T A PR B
AT R AL AT BE S A i) 1L-10 A1 IL-18 ()1 i
FEA RSB ) e A T AR E X T
1B FIIL-18 F3 26 1) 410 il 1 FH A dht e o J 4% 1 3
PR THEITRN J&— 4 230 R, 045 IFN-a
FIFN-B, AT fE P Je 5 s NK 413 2 BE AN gk £ 4
Ji S5 R T AT LA TR IEN Y A R
VDACI J& H Z /Y IL-18 M F [ 2 —" , VDAC1
& B F A B BL 4k ff VDACT ZKSF 385 | & nf &
FIL-1B #FFik . VDACT 38 15 M 4 U 55 2 1 161
IL-33 [ R  1L-33 Al {2 i ROS /K-, 38 1
T AMPK {5 518 [ 52 i 40 i [ . VDACT A9 3%
R 5 mtDNA B9 AH BAE A G, B mtDNA 7]
fill & TRYTRN SR, 0] VDACT 3£ 23R & T3 miD-
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NA BEHCRN T RS IEN AF 5 09980 o Rk /MR —
FlvE 2% () 26 TR A0, REAS U 501145 Tl D o 1 By
WA DE ) NRAR 5, 78 148 G v B G HE Y T 45
YEH . NLRP3 4 5E /IMAVE M 6 K Ho 33 1) B 22 41 g
W, ErE /MR AN R s, S5 T 2R RIE
PEPIR  FEMLIAR G iy 25 h i 3 BRI e
MR 228 R G0 H /DN I 4 2 AR A I 3 Y — A T
SRR, AR IO I 7 A e /N A4 A g R RS D
R A TR A BREE . [AMES RAE/MA
ZBIFFAE G B VIR ] mtDNA A 15 1 2549
AT LA NLRP3 48 E /IMA % , NLRP3 7] L) 5
21 9 T R R R SE AL miDNA &5 A0 H
HARHLHA R — 205 . ORI 2 AR R
F I A7 451, HoE NLRP3 2 % /N BTG B4 30 i 18
PR SIS R I, A AP NLRP3 806 97 04 il
PR = [ WL AR Y W 4 v TL- 18 432 348
T, IR 2 MR AR R R Bl i — T 5T
KB, EWETT DL 4 ) NLRP3 4 5E ZMA B 43 il
IL—13 JEAT VA B AR A A . NLRP3 SAE /MA A T Y
IFN {5 5 AU BLE 55 VDACT T ™ B A G . 555
RS —FP R AR =), B o I NLRP3 R JiE /)N
M EABIRAEH , X 28 2 FEK VDACT B A Al
S AR e R A SR SR RS R , NL-
RP3 JRAE /IMA: Z 0 b (A AR B2 1) S A5
42, (mitochondrial reactive oxygen species, mtROS) #
% L0 EL VDACT 38 32 520 PINK 1/parkin /-5 (926 k:
KAMES 5 T EHHA S NLRP3 20 /M A
T B, VDACT 1] BB AL 5 i 48 0 SN Y 3
BB AT LU 1 s R R B R0 S /N
B E S, 4 IL-1B . IL-18 . IFN—a . IFN- B 45 4
it DAL A R, A T 3 84 i) 4 B A

4 WRARHMED B TEE 1)F6
KE L plk IR PR AT 4R A AR ) B
Bk %

25 LT, RAETE OSAS [ kA & J bl &k
WA EAAENT, PR, AT LUK 55 A T 0 A5, 7T
h OSAS FHfH ZE AN B it i 2 S (I T A R IR 7 1
it o AT E AT — L X SR AE AT T S5 ]
W1, MiR-224-5p 3 i3 B AR NLRP3 [ 2 38 24 Ik 20 /)N
JUE 5 4 L 5 A0, B 2452 Wi T 5 v 1) NLRP3/1L-13 i

%, 3% 2 B MiR—-224-5p 1] BE /& OSAS [ 72 iR 7
BT, R NLRP3 o] g — 25 B4 3 parkin £ 311
TH /N B S 2ok AR B g, DL RO S5 /N i o 2 B E
Wi /MR AT B> 3k 26 27y S S AR 0 B S E /MR
NLRP3 7E OSAS (1) & AL il e & 2% e E M VEH
I A TERAEIE B A v, B W A A A AR A5
TN 4% UEBH S 0E | F Wk S i kA 2 AR
B 2R 2R T IX 5548 T RE TR A2 A6 550 114 FHL A FE AL
il o 2 JRE S S A A 22 o0 I T 2 CTH 5 S J0
RERE AT A9 B EHLH 2 —, 0SAS i F T K )
[ B R B, 45 o SRE PRI TR, ROS B8, % 58
JER 2 RSN 3, e 2T B0 S & oo T, 5
B I REREAS , 2RI A W nT BEAE %0 72
R EEZEEM . WA, OSAS B 1Y MiD-
NA & kA T4k X AP 5 AN BT 1 38
I 52 mtDNA 5 5 (19 28 A6 ) 55— J7 TR Ui
ATRBAR LR B W A T AR, Zbifk 3 AR
PR 1 F TR 2, 4 D) B 2 R RN AZ P ok
IR B4, DT B 3 A9 mtROS A1 NLRP3 5 i
B 9 AE I, T VDACT 7 45 NLRP3 R AE/MA [
TG VA S R AE N F TL-18 . TL-18 [ B il il 5 e
BEVEAE RS . VDACT VR R ZRi A /1 I | o 2 f 5 18
EH, S 540K S 40 2 18] /Y 245 FRACE 3, an
AR IA T RAE /MR B AR - P 5 X 2 [R] 1)
Ca” iz e = A | N w25 CRRFIA 1) o
I, VDACT A RS2 [ I R
JiE 2 N M OSAS [a] 81 it 55 i 5
3 4 v ) s 3 a2 3 TR A 9
P, w e ] BE A8 VR R OE 8 %
3 GRE TR S 2T Y Rk
T I8 2 el A DA B A 1 E A o

Appendix figure

5 k#

B 2 A5 15 KT 0 R BT 488 73, 5 P 9 5 2 B T
oK, OSAS % 9 A Jif ir A A M52 i 25 AT A9 TAE
AW . HATPWESE O 2R, 18 Pk A vk sl e 2
VRIS ICH T, R S EON T fE RS | 1M
RIEMAES S TX—id ., (HH X VDACI A7
) S AE FZR TR ] R I OS AS TA R i Y EL AL
il A E A R At FRATT A e T 2 3
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