| T T —— (. [ |

v [ %97 %5 % 4 & Chinese Journal of Pain Medicine 2025, 31 (9) ° 703 -

doi:10.3969/j.issn.1006-9852.2025.09.009

SARS-CoV-2 JE4-3 B 200 B AT 1Y
LRI L] *

LAVEH Y BAE IAE BBE RAKT BXPC AmA
C ) PR R AE Y S s, RERREERI S, Bk 5410045 ERDITTRG 1L X N REEERE * ERaRL
PR, R 518052)

M E FAERREEFIANASRARAT, TMUTESH T ALNTRRGHEE, Fetbadts 2%
HEBLEDH. FREW, mELAEPTRESIEERFE 2 & (severe acute respiratory syndrome coronavirus 2,
SARS-CoV-2) RRE M IGINEAMA R R, FRGEREELE 4, PSR EESHIANE
—ANEEWHLE . B, AXE B GR SARS-CoV-2 B 5| K Hy 4 4 HE 1 FOR o FHg SR AL,
B £ 4R E SARS-CoV-2 B Je th ia /Y sRuE 4R E 3T Y B Bl . X —#F RAUR B RN A B) T i 2t
R ERRNIEM, N RRKR IR AR BRI B,
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Mitochondrial mechanism of neuropathic pain caused by SARS-CoV-2 infection *
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Abstract The global pandemic caused by the novel coronavirus has not only severely impacted human respi-
ratory health but also has potential effects on the nervous system. Studies have shown that infection with severe
acute respiratory syndrome coronavirus 2 (SARS-CoV-2) may lead to peripheral nervous system damage and
neuropathic pain, with mitochondrial dysfunction being an important mechanism. Therefore, this paper focuses
on the mitochondrial mechanism involved in neuropathic pain caused by SARS-CoV-2 infection, to provide a
new theoretical basis for exploring treatment strategies for novel coronavirus infection. An in-depth discussion of
this research will enhance our understanding of how viruses affect the nervous system and provide new insights
for disease treatment and rehabilitation in the future.
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¥ (adenosine triphosphate, ATP), 4 £F i 2 41 i 1)
1E%# Ih#E. SARS-CoV-2 il i I & &K 7k &R % 1L i 2
(angiotensin-converting enzyme 2, ACE2) 52 {3 \ #1£2
qip, SECZIUHE, 3R T A8 2k Kk Th
e . WF9E KT, SARS-CoV-2 i 2% & [ 7] LL 5 15
FRRAREALS, WHEBERRL, kb
filt, SEERRATRERERG P MLk ThRE RS I
A fit 2> S BN LR R Bl Ao 20995 28 M 77 A P IR
(Al Ik SARS-CoV-2 B G T 7= A= [ FE i I it 5 #h 48 T
LRI TT REAFE— B IR

RETE— RAIPifEHE i~ COVID-19 L4175 2
B S FIPEH], {2 SARS-CoV-2 25 N 257 K i B 5
KAAEFR, SARS-CoV-2 % B 1) A Wi 48 57 5 B L mT g
BA AR RS FIIG R R, X R FRANRTT
Wk TSNP, H RTXT COVID-19 K
G RG G BAE, ARG B PR S R AT AR
PR BRIk, ASOK 93 5 N ZRAR SE AL N. 45 8k 2k
i BE AR LA R KRB )2 7 TH A B R R AR TE
SARS-CoV-2 Jik G T 2 J] [l # 28 45 477 7= A2 9 9 Sk it
HHIPER, BN T K SARS-CoV-2 & 4L AL
I 9C LA R PR IE T S AL i S R R o

—. SARS-CoV-2 5¥JiEE &

2019 4F 12 HJF4A, COVID-19 idfE4E, &4
FRIET NHF S8 K. COVID-19 2 H SARS-CoV-2 5]
FEC 1) v % Je ME R BB A R (ribonucleic acid, RNA)
o SARS-CoV-2 & — M a i ag, FE@ELH S
B 5 E4I RN ACE2 k44, FIHTE £
N B, SRRSO, i R 2
IfediE. SARS-CoV-2 f&Yuilvis, H7E N i
Gylg, I IR IE IR S IE IR AL . SARS-
CoV-2 & YL 5] i /™ 5 fifi 46 7 i, RIAZME. Ik
WA R A 5. AR EE SIS, R
TREEER, AL ARSI Z A E B, WE
AR, BLHE R LA E, LA B (n
PR .

SARS-CoV-2 J& G 5| g ) 2 P P I i e R 72
FORRIT A . R, — SR BRI, ME R
GUIEIR AT R R IZER I KRR —, FAEME
ARG AT R WAL Z —, XG5 5 7F 4
ZRGFE R AREMBEER A< Y. 200 p
RIN SARS-CoV-2 B geox th Bt M 9%, 76— IR
fE M T, COVID-19 95 N HUBIL T AN [8] ) & e
R B WL SR B A AR DU
PERECE . R A B P — I 226 44
COVID-19 BG4 AT I TR, o 7.6% B9
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NEA M2 . SARS-CoV-2 AW B 4L
KIGAHEE e, 10 H AT R 88T A AP 4 o /N T 2
H RS B ), B SARS-CoV-2 ] RE B A —E I
MR SRR S T, 2 SARS-CoV-2 Ji Y i 3 4 Mo i,
AT DA 2 b 2RI AR, 72 AR KT IR AR 9 E AT
K+, SR X, S G ] DO
BN 9 40 g IR ¥ R0 HL A A AR B4R F PR AR e 1]
FIgR it B, COVID-19 B4eifs S A E 7% R 4t
AT REHE S AN AR IR R G (A8 4k, AT 5 350K
g Mo X EEHE TR R PRRE RIS B T M ) AR
PSR, IR LSRR R AR B e o A B K
B ” B E BRI AL T EAR K, ke,
SARS-CoV-2 & GL 1] GEAMN 2= 52 M HHAX #1182 R 4,
AT REXS A I R G AR s, SR &8
AR R . 2% COVID-19 ¥ A HEAT 2 Wi Al
BTG, MMM S RENPIRI, PAgEAE

PRI N A B .
.. SARS-CoV-2 Jik 4 5 2 & [ #h £ 95 # P 9%
I8 PRI 2 AR ML 1)

JE Lo 22 T R e 4 BRAR IR I 2L R 2
—, ML) 10% BN T JE R AR A7 5 A7 G
HEMEITTS S T RERmAR B ke, H
A2 TSR Z T (dorsal root ganglion,
DRG) 4R AT e g FIA 2 e T2 Skl k2
F AT, VRN N Re R L) A E
AT R, FEMP G T i 2R E A O,
FFERE AR A PIEORTT . IS T (Ca™)
PR YERF DL HE R B -4 . PRI & A RT3 51
MZRLAAEH « BT DL S D RE R AR AL 3 FT 3 B 2ok
T RERE TG . I AN WA SR I, A KR B
IR R, K I 2 9 M %A (reactive oxygen species,
ROS) I F HUE AL LRI S T2 R A B8
LR P R 2 451 LA R 2R R A Wk Y. Rk
BORLAAR Ty fie B 5 A2 P22 9 B M 0 R A 1) DR A
R, BRRDIRERRRG . B TT I T IR 4 R AL Ff
2o BRI AR R IOIE R . SARS-CoV-2
G 3 J) FE eh 2 5205 (0 SR AR AL DL 1

1. AL RIS 2OE

LA Th BE R AT, AR5 9l A2 H A A L I S 1R Y
A, WA 2 M R R AR R R ) ok
BEHLHI 2 —. NADPH %4k (reduced nicotinamide
adenine dinucleotide phosphate oxidase, NOX) #1 X
LR i 15 T 2 YR PE ROS EERIE. AIFA
fiith, SARS-CoV-2 R N4HE, 251K Z i RAE
SN, PRARGEL R, Jf s R R ek B AR
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'@ Feritin 1

Ferritin 7 Ca?

NADPH  FADH, "\ HZO) ATP
NAD" FAD

1 SARS-CoV-2 YL 8 JH B & 4045 2R R AR ML (AR Bl Figdraw 221D
FALNIB: ARG, BORAIM P B SR N, PR A KR ROS, ROS IR 25 241 i py S8 A 34 iR 1 2 3
IR RIS, P (U0 TNF-a. TL-104 TL-6 F1 IL-18) , X L6413k — Bl 1 4008 ;e 1O,
VAT AR S BN A Ferritin A1 Ca™ /KFFHR, {23 ROS M= 4, #E— Bl AL B . ROS fIFA
DSEIRRATG, WORETE S, RASIGMET U, R WiRREE, BRI IIRS R,
LR EETIRE T %, SECATP Al , B QT SE a4 AL, g ohhe ™, Lk
RBH 1A R SRR ThREZ B, LRRIIRIE AL R %, SRkt 24nin, LrifhhaeZin S 8EtE

ACUHFERS, HE—5 R gn s B,

33 55 T S B RLAR ROS 7P AE 8 in MY, fdigg &
A0 M A AR RS R, 9l BRI,
AR T KR, BRSO U URAE DL & 1)
AEFR RS . JE I i 3 20 B 2 s R SR BE IRl - -a (tumor
necrosis factor-a, TNF-a) F1 #¢ fiE /K P38 b, AL 36 EH
Y1 /> Z-1B (interleukin 1B, IL-1P). AN %-6
(interleukin 6, IL-6) F1 4 41fi /2 -10 (interleukin 10,
IL-10) &%, {HHTE LA F2- S al s R . 9 B¢
F4HEF Q10 (coenzyme Q10, CoQ10) K7k F &,
AHOCHRGE PR, ARk ROS 72 15 & 12 78 41 i K]
FrEA R = 2 —, IL-1B nl s & RIE MR TE
A% (NLR pyrin domain containing 3, NLRP3), MfijfH
Ji#l SARS-CoV-2 &G NI 2 AE SV, TL-6 7] HE -
PR AL AR IR = A U2

SERAHE T R, COVID-19 95 A H 5 28 ki 4
g AR BRI G R R IR A E AR, W7
973 75 1] BE LM 2Rk sE Bt A o g . SARS-CoV-2
AT DL FF U SEAE 3a (open reading frame 3a, ORF-3a)
TE RO SE i LRSI 75, LA™ A2 1) ROS Bt

JA g LY, 3 E N A MY I RER %
i S N A 2 5 B R AR FE RS I A R, A2 ROS
FEAE, bR E R I B R BB LA T U, 4
LRI, R AR SR A N 7 A R R A R
A EZME, ROS B AL #H 2 o4t 4 ik i el
RAE, R R 0 T U= AR | ROS, 5
AL R T A S M A TR ARk 1), 2 PR 2Rk A S it
R X BEWE NLRP3 4 0E /IMA =42 K & ROS, Tk
BRI IR R U Rk, ZRRiA TR ROS
774, ROS 5T I AL R ITE (e 1A R A0 22 Tt
A R A 2 45 45 R e 0 B 0 R B g T L
HHEEMEH. X8RI AR A ST 297 2
PR I E SR 7R Ak

2. kR 1

BRI R R AT AR T, RS
RGBT L RHMEICER, SH5RSEH.
BER I R S S A . (EME R, 2
PR s BE AR B, AR A N UK 1 o DA % i
s Ak, AT N i FE . COVID-19 5 A I
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TR IR 509 17 1 S A R A AR O T,
XA fESE COVID-19 #h 2 R L E R F 2 —.
COVID-19 H ) — 4> K 8 i LAl 72 SARS-CoV-2
XML E A B, SEBGEE. S A
BRamgE, HE 51 & ROS AE RN B MY, X
A REFBARATES mH . BN, #EmidE
FeAE ROS, IR A 45 15 o BRI AT fE T I 4 1 £
LA S A Tl TR A A 7T S A B S SR 43 T R A Th BE
AR S, B T BBk R B S Bk BT
DAASE 52 451 1 28 WL 4 T v B AU Bk, dE — 28 Rl
BREDY, RAFBOEZHMMIET. BRI,
L E R BR A ROS M EAEH], XHZMR. s HE B
LR AR P AL AN RIS, ek 22 0 3 Bk
B, ROS M RMLKIKDIRERES, TTRES 5K
R A

P28 TC LML A FE BT HP R4 B8 TR JR MR8 TT 4k
KRS 04T R A HAdARE T e DL K
ZITAFITE I EZ R ER R . £ DRG ME& T HE
AT G, HAA T Ca™ IE 1R A2 4k s AL
FHEFEE M 1 (transient receptor potential vanilloid 1,
TRPV1) Jhim, Z SRR A IE 51 K& ot
1) Ca® N AZFEM Ca® N 1T fE T LR KL A
BIEEE AR, PR AEET IR, SEREE
fabl, B ATP B, 4Hffd L3 -c (cytochrome c, Cyt-c)
B, HHEA ROS 1724 1, WS & T T
FEHIEM. AMRESRE, % SARS-CoV-2 K YL AJ
PRI Na' JBIEFI Ca® J@IETE T &, 51l H
I M2 e A, T N9 P SARS-CoV-2
SR A A S AR AR R, D RS
HE, 2% 7Y SARS-CoV-2 [¥1%5 77 Fl 15 £ 41 il
WA, RATIRAMBFET PV HALHE T ORI,
SARS-CoV-2 # 1 A LA 55 28 H 14 3t 32 1k 4% #t AL
(mitochondrial permeability transition Pore, mPTP)
il MURRRRIESMINEE, MRS, JEE
WA S 75 P, A BT TAR h COVID-19 % ARG
H H ARATS AE 7, X I 40 3% P 40 A PR 5 0 B
WA RE S EUL I — R EEL, Hh AR AT RE
BTG . SARS-CoV-2 B 1] DA SR 1A I TER T,
5 1) ORF3a g1 [ W] LLE I 2 P 2 IR R & 2R
B 3 (caspase-3) MG Bid AW (tBid). ¥
it U R AR B T 9 (caspase-9) I VI#EIFI Cyt-c
FOR ORI SAanm AT B9 Rk, ZRRiATE RS 1
gk WEMETT A RE T EENER, W
PR P TR, PEELRRTRE R, B
] g B 225 B R A

——
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Rk P AR BE B AR A g, E A Tl
i Na'/K'-ATP B (¥ 14 75 #h £ 1vh ) (1 77 A A i
JE K E B F P45, Na'/K'-ATP fi§ & — Fh ATP 4 i
PR . BRI S, FECATP & TR, M
M P A% Na'/K'-ATP B (1) 35 P, A& 0 Bk R
IEFR 7P, BRI . B
FAEW], EGRESRAT T Zobi iR a8 A Th e B A A
MR PR RE WS 3 SO 220 B A e, T 4
W b 78 ATP AT 3 o 7F T 8 B 52 44 LR AR B bk
SRR, X RO S e RS DA
Ko LRARTIREZBME, ATP 24w, fEA
B RIIRZI R S 57, JF] Lt — 2B
LA ThEE, SECHEBILARER B7, X “Kpie”
[P br G VERE R 22—« SARS-CoV-2 A\ 12 7= A& (1) 41 i
7 BHAS Aok i S AL B ER AL . ATP /™42, JIFAE
A =4 ROS P, SARS-CoV-2 [ 73 45 [ i i
AL 518 AR E AR S, W — 0 mwmiL L
KL% DNA ¥ 5%, WOSEEE S BT 1o P47
(hypoxia-inducible factor 1-o, HIF-10) 75 54 A iR .
T IBEFC R Y, SARS-CoV-2 ¥ S & [ 1] LA#5
7 SH-SYS5Y 40, 3 BOREREME KT TH i, A AL
R A AR AR, AT P LR 40 1 S A e W 7K F
A ATP A iAE 77, 55040 Mo B B AR 3L ™. &
SV TR IR 23 B G N R L T R CoQ10 7K
SEASAE B CoQ10 & Py IS Hh 28 b A4 7R e 1 4L
7y, g ATP PRI KRBV, Cyt-c AT HL T
(1 CoQ10 AR FE T A% I 25 S, I E AL BRI ALAE
SEWMV LA ATP .

s Ah, TE A FE A4 R G B P
RIL T HRAR D RERERT, W&, ATP 4%
LA K SRR PP IR BE D e e S 1 O, IR EEARHIE
SARS-CoV-2 G N SR A 7 5 TG AL, s
N T e K e A LR 42 . SARS-CoV-2 5
B Al eIl 2 MOy O AR AR D RE, AR T
Ji B 132 HE 9b (open reading frame 9b, ORF-9b) &
FENLENTE EARARNR, BN LRRRE R A
ORF9b & [ | 48 3 R 1k 15 A B 7k 15 4% 35 Ak
70 (translocase of outer mitochondrial membrane 70,
TOM70) #I HAEF, S EL R RERERT B FF K
% 2 HE 6 (open reading frame 6, ORF-6) At/ T I
HE NP 2Rk AR, AR AR, ek
i & R AR, Dy s S ISRt Re R B, 7E oA
et PR 7 S Y ) AT DR B 7 AR SR 2R A i
HIAL, K Cyt-c ML T 7R it s 3 4 o o &,

S
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Cyt-c W& It R B I kg 12, SEUHET I
UM AL T B T . AR /2 4 i e & fih SV 1) 32 20k
W, HINReREng & SRR R A SD, XFpae AR
R AT AT RE R MR R 2 A0 L TR D RE,  2EIN 2 5
o BRI IR A VR o IR B R BN B < K
Hid” AR AR R R R PR T EER R

4. LRtk E) 715

TEPRRBIEES R, TR IR RARTEAS I 5
Ak, LRI RN, SRR A D B, fEAk
AR 2 1E s o rh R R AR R &Y, X
TP 5 LR B ) 5 OB A — E R R
24 SARS-CoV-2 XYLl i, HBL T 2R A 1A 2445 4
X —I R, SFELRARRATRW, 5Lk R
VEVE PO, GWERARH, SRR Eh A R
BE ) ORF-9b B A K, % AEL KR {2t
B JIMRE A 1 (dynamin-related protein 1, Drpl) fY
Fefi, SERRARR K BT, A — ST R,
SARS-CoV-2 ] ORF3a & [ 1] LA L5 2 i3k 42 K 44 ik
G 72 2R 5 K 30 (ubiquitin-specific protease 30,
USP30) & A 45 &, Ml &k mh & BV [H i,
SARS-CoV-2 AJ Al ORF3a # 5 USP30 #H H.1E
H, BUBRRARZ R, 5302 8R4 1 2R A
fRAA I FAET

H W2 2R A TG 1) — Rl & S VENLE,  E WS
P e 8 AT B8 5 9 8 I AH 9% . SARS-CoV-2 [ FF i
BE3ZAE 10 (open reading frame 10, ORF-10) @it 54k
PRAME SR A HAE, WEEMEMEEN 1A/1B B
3 (microtubule-associated protein 1A/1B light chain 3,
LC3) A F R LR A AW ™ mErdEgEmEA
AT DA 3o 0 ) I A L A S 7 R T A R
i, SRR B, Rk, SARS-CoV-2 i
Ja rT AP EL LR R B )%, i SAfustes, k]
RE 5 SRR I [ 7= 2

=, B45R%

BE#E COVID-19 KimATH#EN “KHd” Fri,
73 T3 B e T B A 22 9 L R TR A AT SR
2R 00 R Th i [ RS2 175 R A 40095 BE M RO P AR I TR R
Z—o SARS-CoV-2 & JL 1] 5] K 8R4 S A0 B A
PR JORE BRI IR, 5 20T D PN 85 Bk 30 O f
RERA R BRI L DL R 2 R AR B 7y 2 2k
fr, XUERFKILFEEH TS BUE B ME Rg
ZITCMTEH TS, IS5 0 2 B 2O 1K W R R
R S o

DRIE, A R FRIE 70 06 25045 B 22 1) K SO PR i At
FUABURIRTT,  ARLEL )T ) B 55 Bk e S S

| T T —6—

= 707 -

2075 B TR 1) 2R R T R B S 15 9E I B 2 [A] )
FHEAEF ML, LR AR R A R ) T T
B, mERRARBUEAT . LRI B Jy 2 R R DL &
B R RIA TR, XK A BT S A b AR R
et o] S50 Bl LB, i S 20 20 B K
JEIIFEA, AR PR ET XX — S F VR T SR s S 11t
FEIRNMEARFIAE S N4 5 78I PRI FE 28 R 44
W 26T S PUAM B RN B RS AR — N 4
MR, m&, GENSGEE “KId” HmAR#
ZRGAIHERME IRITIRE, MR ARE K
TS o
A @b RER: AEFRARALLH BT,

£ £ X W
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