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I W e — o IO R 3 7 P 7 R — g R DA A A i AR
E o TS A 2 29 itk 40 L e R 1% A 5 R 1 D 4 i 8 4
FEAMRRAS T o SRk e — R g e =X, 2 H e ik
PEVEVGBRAORLAR Y I A% . LRI [ W2 9 75 15 1 4R (reactive
oxygen species, ROS) \HFRELZ AR LS EER T, 415
PR R LR AR 1 B W A5 4%, 453 3 1) SO A B S T A
FI WA b O 5 0 R Rl 5, 5 W2 00 ORI B I8 e, DA T 248 45
AN P R BT R ARk, Bk EL A -2/ iR 9 B E1B
19kDa #1 B /E 1 #8 H 3 ( B-cell lymphoma-2/adenovirus E1B
19kDa interacting protein 3, BNIP3) [FIHAEZRM 1A 1 0 A i 1 7E
(B NIIR-2% SN S F ok 7 797 S ol s o VAN S P T  8 2
Wi S8 AR AT G B, XAk 2 ) BT B IR T R 1 2 AR
SO AR BIR A G T S A e ) 2 R 3R T DLy S LR R PR R
FIRATUNED 2R, 7 WUIRPE 25 40 Ao A v, i 78 ) B i
R R B G LT 46 RS BNIP3 FEZORLIR A 1
R B B DA TRAS IS, (LR LIS P 28 4 1) e A e A v
BNIP3 4 LRI A WA 71 LT Tz B IR,
A BNIP3 TELSRLA [ W b i IR ML 64T T R GE i, Jf:
X BNIP3 -5 AZRRL A [ W52 W) 1 5 JUL 28 40 R 2T 4 AL RO AT 5
AT T 4538, LI LR PE 2R 48 136 77 SR AL ) S8 it

BNIP3 7E£: {4 B I A9 34 5l
BNIP3 H1 A% 10q26.3 YL i fk - BNIP3 £ 4ifd, J& T

YUMIBET I8 T K B ik EL 40 198 -2 ( B-cell lymphoma-2, Bel-2)
K, e — P AE A & Bel-2 ZEHE AW BH3 4544
' BNIP3 fEZFh AN rh) iz ik, JFil it 2 5 2R A
SHEBS 52 AR TIRE, R AR T R R D) RE B AR L
FARi A F WSS, BNIP3 AE Ay Wi 13 45 S 1 LR A T RE R A5 119 5%
SERE S, T B i 5 U A OC B FUEBE 3 (microtuble-associated
protein light chain 3, LC3) F HAH 3¢ 43 52 44 i) A6 B4 I R 1A
LA I AT R R 1] I S R S T 22 9
R OCHEIR 22, X 2ok iR [ Wk S5 5 I 2 TIF 58 i — 2B UESE T
BNIP3 7EZR AT RERR A (1935 1 G Ah, B ok i 22 A TE 48 52
Ff BNIP3 2RI [ mER i B A7 56 24 [ R I10 , BNIP3 i
T fih 2 S A R AR Ak, R SRR b 2 2 8w iAo, AT 5 | A
5y ALNORE] A

— .BNIP3 fRIL A I R

AHOCHIFIR R, 220 4325 11 W DAAE 26 S sl B 3R KO I 4
BNIP3 (335, B A% B UE 2 49 70 7 3 A AL H5 $k %15 T N -1
(hypoxia inducible factor-1 alpha, HIF-1a) \ X3k &% #H T 3a
(forkhead box transcription factor 3a, FOXO03a) 4l Hg J& 3] #H ¢ 1%
S F-1( E2F transcription factor-1, E2F-1) DL K A% K F-kB( nu-
clear factor kappa-B, NF-«kB) SEA] DLAE B S oKX MR I
(K 1a) , 7EFMIFE/KE |, BNIP3 i ot N-vi 2 bk 22 98 5% i F0 C-
Uit i X M 43 R T I — 2R MR BT BNIP3 ; BNIP3 i £ 75 4
ANVELE M BERR AL OL 5, LT RBSZ B R AL IR 5 .
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B 1 BNIP3 A Sryibifk 1wl

(—) HIF-1a J8#2 BNIP3 %3k

HIF-1a B3 3 FAEAE A B SN Te 1 ( hypoxia response
element, HRE) , /F ki 1o 20 i i 40 Y 32 L5 S BRI 1, i 7 fgfe 4
JE OG- Lo 5 07 B A0 AZ I IR sh L R 70, K2
2 THLE IR )T BNIP3 /8 HIF-1a FHFAVEREEH | FaE ik
) HIF-1a W LA B #:5 HRE 454, fiE i BNIP3 fy &1k, dE 1M 5%
SRR ES | Zhang % FE— 1 HIF-1o/BNIP3 {5538 1%
VI ZRL A IO LI 00 [ %) R 47 VR FH R A 9 2 30
TEBR B 1 (ischemia/reperfusion, 1/R) #1455 f SD K B A4
2500 3B 35 FEK & (oxygen-glucose deprivation/recovery, OGD/
R) #4451 9.V HOC2 40l v, HIF-1oc B2 357K LI, 3%
% T UG BNIP3, B )5 fil & T itk A W5 i T 98 HIF-1o 5%
BNIP3 {2235 251K OGD/R 451 T HOC2 4 i ity 2 14 F e,
WL IE T HIF-1a %F BNIP3 ik EEVER] . Jin 450 16
— 51 i P8 P i 22 8 3% L F ( brain-derived neurotrophic factor,
BDNF) /S BG4 0 0ol 2 1 75 5 100 i ol 1 45 P 1 400 i
PSS b % 8L, BDNF il i HIF-10/ BNIP3 {5 51 BR80T 46
BLPR F W, LC3-11, p62 Fil TOMM20 1 2 11 ER 3 43 #r , LA e A
I B9 mRFP-GFP-LC3 i 3 09K I 35 AT 2 B, [ 058 7 384 5
Lu 201 TE SIS AL B (hypoxic preconditioning, HPC) Sof 1 8B
AR AU OGD/R 75 S A A AL U T F0 3 0% 52 el i 40F 5 oh
FeH  HPC 558 T pi 22R) 200 R A A 1Y HIF- 1o 338, $E T 194
HF #4507 BNIP3 %8 8 (1 AE Bel-2 1E FH 2 191 ( moesin-like
Bcl2-interacting protein-1, Beclin-1) 19 3% i5 #1 LC3-II/LC3-T b
R IFBART p62 MFRIEKT, AT HE5R [ M I & H5 0 2 1 I
PEM . Madhu 55 (5T K B, B S0RT HIF- Lo 38 i 32 1404y
SROZRR A [ S50 BNIP3 A0 2R {4 55 A fith 2 B 4% 40 i vh
FIZRLAR A W, HIF- 1o FASE UTBRATTH B BNIP3 [ 8ok 1411 5
o IZER R F-1a 5 BNIP3 777E G R 4R T, VTR HIF-
Lo f9 NP 21 (RSN Z2 FAE S0 HIF-1oc BREBR /DN BRAA P9 58 5

I Sk 7 A% 0 M P Lok AR [ I = AU TN Nip BEER X
(Nip-like protein X, NIX) FIRiF2 e A 5 K 71 8 A RIE Y750
fif§ 1 ( phosphatase and tensin homolog induced putative kinase 1,
PINK1 ) -Parkin 8538 I 0305 L4z BNIP3 4 S (2 ki B
M, Fu 215 HIF-1o B WSS T /R B9 A5/
BN R HK2 AIAZbr A E s gl T i/ &2 5075 5 00 41 il
PR, RO T ROS =4, iP5k K3, I/R 55 HK2 41
Jifg BNIP3 (335 i 2 580, 1 BNIP3 i3 3k %4 T HIF-1a 3
BRXT /R 5 SR Zeohi ik B Wi s 4E R, FERLIE T HIF-1a @
Bt /R 5 A4 JA T F ROS P2 A 3SR VE T . Rl i AF
SER ST TR HIF-1a S/, 2550 & B, HIF- 1o PR B
FMH VR FEFHEDNESRR ALE, IFNE VR FEFHE /D
BURTAE G ML 2R, B Y BNIP3 5 KK ROk R,
BNIP3 {5 3K i 3550 i 1708l B B /N 2ok i 1 e, 9 9 1k
T /N HIF-1a mR/N R /R 3053858 00 B #1005, R, HIF-
Lo/ BNIP3 4519 B /NG ARG (R 19 053 2o 30 ol 2k ' 240
AR TSR ROS =R RAFEAR P ER . LA RRFSR R 7
BRAESET , BNIP3 A ALK B AR HIF-1a AR5, 38
S IR A2 A SRR B L R HIF-1c 9 HE ) 70 7] B 2 —
R LB J1 (AT HEms , il AT 558 7% BNTP3 4 S i 2ok i
WA 2 BT R

( —.)FOXO03a 1##% BNIP3 [ ik

Sk & s R F (forkhead transcription factor, FOXO) EH
RIGIEBY AN ML P (19— 2854 5% [N F, FOX03a f& FOXO % 5# %K
R — 5%, B TR A ok R2E I A Mt T S 2
FREANMIINRE . Bozi 45" 75— T00 Py J I 7 38l 1 I 3% BNTP3 4t
FO WA ZE 1 RBF 5T o & B, 78 R RO LR ZE A s L
YA & 2 P X R ST e-Jun 220356 2R 3t 33 8 ( e-Jun N-terminal
kinase, JNK) LA FOXO3a #5114 5 = 1 BNIP3, Btk , #H56H0F
SR FELRRLA [ W 5 72 o BNIP3 (93635 R AE 52 ] FOXO03a
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HIPEHEE . He 215 E—I5 FOXO03a M E#E BNIP3 G0 2k
A B R ARAP i 22 I8 ST 240 B 9 52 0 B JHe 5 1) DNA XU DK
SAWFFErp & TR, e e 5 S DINA XU W 8 140 i 0 73 5
K -F (apoptosis inducing factor, AIF) B#% 5, fEBEZE FOXO03a
TEHMIAZ AR B BRI LS B 58w 8 8 BNIP3 Kk, Jf
AR BNIP3 54 B 2 (A LIS BNIP3 5 LC3B-11 BAH EAE
JH SR il 2 ZR 04 1 1 5 T FOXO3a R T 417 7 25 5 st iz 475 5 114
BNIP3 L sl FNZe bt [ Wi , iR DNA BURE Wi 3 | Sk A5
il A Z e R At T . LR ST IR, FOXO Kk, L H:
JE FOXO3a, IIMEN{F 5885 5 2 M4l i A Pl 7, 045
o, AL Lok ik A 1 A HH FOXO K2 51 A MR
I FRHGE D A e A

(=) E2F-1 il NF-«B J##% BNIP3 fy3ik

A F E2F-1 2 — A Sk R F RO 0 JE B B 5 % R
HIEE R TTIOE G1 exit A1 DNA & BT TR AL E2F-1 5 3
il E2F 26 (1 A9 3RS X 908 T 0 SR T i i e, # AT
BNIP3 J& ol T2 g Al 1%, #£ B 40T E2F-1 7] L35 % BNIP3 J5
SRS, Yurkova Z0 EUOAMLE L HH BREIAE S
BNIP3 J& E2F-1 R IR AR, B2 E2F-1 i S 418 T
T Y, ST B, B2F-1 T3 o B 52 i N 78 4ok (R 5E
ToIRARRALEI B SD KB AL BET X0 UILAI I E2F-1
P 5 FR] Rl I PT 10 o) BNIP3 1) 5k R 7 538, 17 &1 X BNIP3 /T3
RNA(small interfering RNA, siRNA ) )i FH BEA% #0141 E2F-1 5]
EHAMIIET-AES . Shaw 21 (UBFsTRA&BL, 78 SD KB
AN, NF-«B 1] 5 E2F-1 354+ BNIP3 f9)3 31 F45 &, Il iit
BR BNIP3 (1) 2 R 7E % S 5 INAE B Z. NF-kB 155 190 UL 40 i
H1 E2F-1 5 BNIP3 Jii 8 F 1Y JG R il 45 & T LAk 6 £ Atk BNTP3
FEDRHG S, AE 20 AR A W AH SC A 5E , E2F-1 F1 NF-«B X
BNIP3 ik IR ¥ AR HR3E . 48177, BNIP3 H4 2 bidAk | W 544
T 5 2F T AU AR b B G VA A AN i B o A T R R [
2 T T RE AR B OCHE A | BITE SR (ot BNIP3 A4
ZRBLIAR 1B T AL 1) A AR 25 1 5 R R R e B K
TGRSR [ AR IR AN PR T BRILLAAE , BNIP3 A 5
B ZRRLAR 19 W5 R 1 9 L [RIATL R 2 b A 2ol Ak, BRI 1 3 1T i
JE BNIP3 i SN T P g Rl — B35 12

(IU) BNIP3 () 3K T 4%

BNIP3 ZEAN [ 4 ML FIUAS 5] 3145 v (1) 2 35 A [R), R BNIP3 ()
FORTEAE B E PR3, BNIP3 19 -3 & — B B IX, N-3iit
£ 8 —ARSF R D R 5k 3, BNIP3 85 N-3i2f b 22 B2 5% 3k
C-Jii B M IX DM A5 VE , I i — B A% B 87 BNIP3, Diwan % 2
FIRIFSE & B0, 7656 3L /N U, U8 BNIP3 Rk /K E- 38 i, 40
ML T ACE I SRARAR . R R AT S C-dii 25 I X X BNIP3
LRLAE AL IR R TR 19, e 2 8 B DO AN BRI i — 2R
PRFE R TLRAR, M, BNIP3 i 40 & 504 T 1 R B R 1L Aot
JHINREZ BERR AL VE T, Graham 251 (BT RN, BrE-B
SR BNIP3 WERRfL34 0, HH BRI fb /K P By 36 im 5 A0 i 6 1
HIBE ARG, TRIRE , Mellor 4512t 22 BRL, FH 40 40 i 770 Ak 262 490
JifUR] 22 BNIP3 SRR k3G b, B A, Xt SoRL Ak B w72 o
BNIP3 B AR A s /0 R ¥ o = i o 5 e B

- .BNIP3 5 LR 1 mead

LRRLIR [ WY S K R 22 R 1Y) S B PR R IR S,

2T AN B W 78 AT I — 2P HIESE T BNIP3 7E4H
PRI RERAT P AFE . A WD , BNIP3 Wl 3 i fil A 280k ¢
Fe Tk TR o A A B 8 0 1 A T 5 A e A A i )
BNIP3 5% 2¢ FERRLIR [ Wi B ) AN B BE, AR R ) 1 Fr)

A EL, AR RN I SR 2 B BNIP3 AT LA 2o 4 1 i Ras
[7] Y5 £ H (ras homolog enriched in brain, Rheb) , 3/ 1 41 i 1 L
) A R 8 A (mammalian target of rapamycin, mTOR) [
VIR BRI B WETY L TE AR A S JRE B BE, BNIP3 [
BH3 4544 18} 5 Beclin-1 3% 4+ 45 & Bel-2 8{ Bel-xL, M 1M 5 2
Beclin-1 55 Bel-2 8, Bel-xL fi# &5, 345 H 45 & B Lok ik 1™,
Beclin-1 7] 5 T AU 8% i BE AL S-3 3547 ( phosphatidylinositol 3-ki-
nase, PI3K) LA A1), BOTH ZORIAR FIIE DY A AR i
B, BNIP3 AT LR SE [ AR SC 8 1 LC3 BEEOhIMR B et A
WEPRTE B, JF RN 2 S T R 2 B SR AR . BNIP3 3 1.C3
HARMRMEA T, 0T LS LC3 B R — R A, 24 37 2 J0l s o]
KB AELALE I 5 2T R RLA-BNIP3-LC3- H Wi/ IMA S
HH L Jin DY B IT R WL, BURE S TR LB R I 1 ( dual-
specificity protein phosphatasel, DUSP1)i#iid JNK /it & T~ BNIP3
MBI AL, I 5 5 LC3 45 & S B4Rk B WS . ithAh,
16 F VR BEIATE S B, BNTP3 AT BEAE VR T [ W -4 Bl 1A i 7
TR AR (1) o

BNIP3 /1 SHY et ik B 1 3 AL M SR 48 & & B IR #= AL

Trudel 5% PR L SD K BN M, #2000 567 [ 2 T
St S B 70 A (] 1 s D e Xof TR DG 45 2 44 %) JUL I A OG5 R
PR AT T KA i, 5T 2 B TR [ B 1) S 7 ) LA
P LR PEZE 45 5 O P R 5 Bl 32 BR b o 3= AT ; B A
[EIHERS , ST IR IEZE 40 1) o L3 v, S M, AR RS AL R A
RUA B PN ST 8 T AL, BN TP S AR
i BRI ARG R BT R S B RN T 4
Ja| WUIEPE B3 > BRI 5% 1 T it v 3h i R 22 R 2R 11 A
G G2 50.3% 5 [ B R AT 4 S8, LR M 2 40 i e fa s
T TR 2R 408 1 — 20 & T I 1 Sy R o I 5605 Je 1 776 3l 1) 5
— R [k 8 SR, H oty e 2 59.6% 5 BRI LLAR , AR
FEUZEL SR P B o S LT B DG S T SD R BB OGY
i ARG IR R R, B 2 S T R R T E R
LR ZE g

TENVIR R e & Az B b, 0T o L B B LA 2R A 35
AEPEDCAR PO HLRR A 3 3R I A LT 4 1 A 1w AR/ UL
AR AR AN A B LA 2 B B B A AR BN 55 , T 43
ARUHIRER Y B — O, B AR LS BT e s,
95 BERRAE S AL P9 D LT 08 255 5 2 2 ok S L, A0 B 1 3 5T (e
tracellular matrix, ECM) 8 H B9 UTF S 204: BEZ5 4 B9 3R LR
YrE R A ECE B U M T B 5 AR 55 15 B BE (range of
motion, ROM) FEAK! Y | 7B i LR A5 45 o it o, b Ak
W FT LS JRUNT 45 493 114 2L AR 38 e | A 455 40 L 7Y SR 52 B, B Ik
FEEWLAN P ROS 45 1 1 ) S A 1% P 25 90 1 86 JORD 24 i 1k
AR R AR T BB, X T 4R R LT i B AR
SR, 3xb BESBIOE B Ze b A B e n] i ok A s B 252 DT 5 38K
Y AR e AN R G RSE T AR Tl B LB B i 4R

— BNIP3 /I GO iA 3w vt B L2548 1 4
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I 44 ) LB o 1 40 2R 2 Bl LR R 1 R 1 ek
ARIR ) X R O 82 BT, X2 TR A A R
AR 22 18] A B AN BE T R0 7 A o B 22 18] A AS SF i T v A
MRl IR, SR LR AR R 2 R R AR
GG g EAT AR, MOk B 2 OIS R, 1 - A
AR T 0 B 1 5 A 7 11 5 3 v 1 B B L 25 4 Pl o K A
PR BRI T 0T, B /NS O A8 1 52 0T 38
TR R N R LR AR T BRILZ AN A BRI R R,
AR S 1 0 18 790 0 T Ao 0 B A6 2B K PR F ((transforming
growth factor, TGF)-B1 /- B M LZE L, EEKE, AW
FASEHEH (f245 p62 . LC3B  Beclin-1, Atgl2 1 BNIP3) #J mRNA
Tk KF-AE Donjoy e [ 72 1 ] & & 14 im0 B il — 3%
B AR IR A 4L, IEH B Lok o B X F 4R gk UL AE AR
TR R A S EEE DO S WA O — R R B e R IR 5, 4R
LA [ W B LB % s vl TR AR e AN P R A

Oost 25V HE— T £ 4 4 o A= K R T 21 (fibroblast growth
factor 21, FGF21) X 8% WL (A ) W 015 8% LS o= 1) 4 P AF
FHRY FCF21 BW ALK RN S 5H, TELAIAA
Wi 1 BNIP3 =5, 5 LA RERPE FGF21 filk /MR,
AR BRI B R LT R A0 32 3 5 25 AR 4, FLML 7E TR 5 46
RLARAR 1 BNIP3 5 35 R AR 2 b (A | Wil &2 o S UL 1 5 A
R IEH . Leermakers L1215 C57BL/6) /NRZA T 3 d G
JE T, X NSRRI 45 7 7 d RETE S SRR, /N BUHE
JULFR A JBe S L ¥27 R] kB0 i i R ) I AH DG 28 1 [ 40 BNIP3
BNIP3L LC3B 17 FUNI4 B &EH 1 (FUN14 domain-containing
protein 1, FUNDC1) 4§ ] () 3235 b 98], 17 4o ki 4k 2 52 T WY . ik
L Deval %5 RFFTAR K B, 72 BRICTS B EA7 [E 22 1 JEJE R
FTAURUHERS L& A 25 i V08 , BB G 30 1 RS, B i LA
P LS 4 i) 11 0 280 0% s 3 ], P 3 2 PR B A Skt A
WK B9, sAh, B E B9 T HE UL BNIP3 () mRNA %
i, T Parkin ()8R 3R K7KF TG B A8k, 55810 8l /5 BNIP3
B mRNA kWK 4L ; [ 4 R RTL BNIP3 A9 mRNA F1
Parkin (98 [ % 3k 7K F J6 B 2 52 i, {H 25 57 0 3h 1 & 1A
BNIP3 ) mRNA il Parkin B2 HRIA, W45 REY, e
W], BNIP3 AT Zohi A 1 Wi 2E HE RS LS 40 b R 3 T F 234E
J, T 76 B 3535 sh i 6], BNIP3 il Parkin 45 B9 Lk AA [ i 7E
W& AT LS g n il v 8 2 45 35 R, X R RE S B LAY Ay
JEALAT LT S 2R el o B DA Sl 1 e O AR DG, Deval
SEV BT R, B LR T R R W S R R A
AROF- 8 SR B R R KT R AR AN g B B R R R AR
FITEPEARES , R R F AR SC Y 2L B SR R T 5 S 4
e AEANEAT oAb D BE, 3T, Yamashita 260 #E 7 T —A4 4%
B AW N R, X R F E SR R R A
P IFIGUE T [ B8R T B #% L BNIP3 A S AL 1 W19
ik, R NS B E 14 d 5, e H AL
i BNIP3 4 5 A0 2k (A [ 7 PR AY 38 58, DL K ROS B 7= A2 1
T, BRIE ERAIEA T 158 2 0 B LR R gk i B T
PEFT ROS W77 A, IR BHEORLIAR A W2 B 5 I BB L8 45 1 7
RIS

WU 0 = A B B 5 90% LA Lok F A Rads 42, S FH RE Dk
PR B LR A A RS R DY L BRI g R,

HIF- 1o 933 32306 B ALt 420 1 15 S B S LS 48 1 A=)
St 454G HIF-1o 769845 BNIP3 ik b B ZAE M,
[ A SRS 2E 4, HIF- 1o/ BNIP3 {5 S0l S 028 14 B W g
o PO 1T e B AR LLE 1818 J5 A A B 40 1 R 22—, i
O i L ZH 2 4R B A T AT ) HIF- Lo o J32 39 3K AT i A2 X [
FE SR E B WL ZE R TR

. \BNIP3 /- ZoRL A 11 WS- s LT 2 A Y 18 42

LRk B 05 45 28 47 AL A e PR Z A 9 BE &R H B R
SEA R FEAN ] ) 20 21 288 3 o R 45 0 VR LT 25 AR AR TR,
TELFHEALPIR Y A AR LI, e 20 465 JRy 2 AR AR, BD T RE 41
il 1] T 4 20 B I EL R LT 4 40 At Ak, LA B B & 24 40 it
WK AN Pt 5 %A 247 e b % A
AR R R AR B BRI LE], X0 TR R kA A WS AR AL
AL Z R R IRV ERY, 2500 57 3¢ BH 76 £F 4 T AH 5C 8:
95 B i AR ep | 3 BE OIS A 2R IR H A B TR ROS B 7=
BRI T N IE R AU ST e fbath J . a3z 45 i ki fR
e N NG EZ =l b U TTRON - AW I = QTN N B
BEC LT 4EAE T8 kA [ R R mT S 2k ROS 38 m , fie ik
il T 4 200 M 8 A, o R Al £ A Ak ok
WEAI T e 2 Y AR TR R SR A [ v IR A VTR SO
Frerdidl, HoAU ] b o L R 4Rk A [ 2ok R A ) A=
A0 RN, Qiu 25 FE — IH 41 J5ORE 4 ( particulate matter,
PM)2.5 B A 4efb iy o R B, PM2.5 W] RESE S 35 M ROS
S PINK1/ Parking {55530 [ 75 5 2 b 7R 1601 45 Fn 4 bz 1k B ik
DTG I B IR A R 5 | RS HF 4R i Ab IR, 2ok 1A | W 7E £F
A AEAR R IR AT R —FE XTI R, 30 B G 2k A A
FIFIE R Z R, e PR D% A VAR A AL ) AR 5 T ot 3
S SR [ W T i — 2 s e ik A v, S AT i A
JNEE . ARILEEAE (wooden breast syndrome, WB) J2& A X9 fiig KL
S AR, AR S B A LA 2 N0 R R A M, I F- A 7™ 5 1 AF 4k Ak
LG, Hosotani %" 75 —IT1 A 4G A i 23 A AF 2% 9 WL il B 5% o
KB, PG ) B R WL A A PR I ok DR S 407 32 458 1 2 Ak 11
ML, T2 MBS | A A o A 1 W %) sk 2 R A2 4 28 1 11 R
AT RE R A M 25 A F ™ 5 FRARAE 1Y S Atk . R B WLEF 41 AR
A WUIRHEZESR 1) ) — R BER L, T i BNIP3 A S 194 kit A 1
el 5 ma-E-B% LA 440 X T SR WU R 22 46 R 7 S LA
EEE N A FX R R RIE, it —5 R,

RE

BNIP3 /- S Zekidhk B WEHLHI 2 AF7E T E L e S g
R, X AUA Ew A i sh A ik i a & W =
S, 3 G LR AR A B T R 2ok R D) BE I3 N R
I, AP SR, 2 BE S 0 2ok IR A k2 R B kLA
SRR EARE R, SRS RPR MR, ZFFE KN
TERE S B K TR BNIP3 4 S iy 4k i |1 g, (B H B4R
MR T i — R R, $F T 8L SRR [ v ML
WF5E A AT 34 s SR LR 25 45 1 22 LR LR, AT N4 I
ST ARG LR AE B BRI AR SR . AR IR R,
AT S ZE G5 LI A A0, g il 3 45 AL 4 AR R T U 2L
HIF- 1o 53 B 3235, M40 BNIP3 45092k ik [ 16 7] g 24
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Repetitive transcranial magnetic stimulation (rTMS) modulates thyroid hormones level and cog-
nition in the recovery stage of stroke patients with cognitive dysfunction
[Li H, Ma J, Zhang J, et al. Med Sci Monit, 2021, 27 €931914.]

Objective This single-center study aimed to investigate the effects of repetitive transcranial magnetic stimulation (rTMS) on modulation
of thyroid hormone levels and cognition in the recovery stage of patients with cognitive dysfunction following stroke.

Methods Seventy post-stroke patients who had cognitive impairment were randomly assigned to either the rTMS group or the control
(sham) group. Both groups were administered basic treatment, with the r*TMS group receiving rTMS (1 Hz, 90% MT, 1000 pulse/20 min,
once a day for 5 days, for a total of 20 times) , the stimulation site was the contralateral dorsolateral prefrontal cortex ( DLPFC), and the
sham group receiving sham stimulation which had the same stimulation parameters and site, except that the coil plane was placed perpendicu-
lar to the surface of the scalp. Cognitive function assessment and thyroid function tests were performed before and after 4 weeks of treatment.

Results erum levels of triiodothyronine (T3), free triiodothyronine (FT3), and thyroid stimulating hormone ( TSH) showed a positive
correlation with Montreal Cognitive Assessment (MoCA) scale score of stroke patients in the recovery phase. The post-treatment change in the
scores of MoCA and Modified Barthel Index (MBI) and scores of 3 cognitive domains ( visuospatial function, memory, and attention) , as
well as serum T3, FT3, and TSH levels, were improved more significantly in the rTMS group, and T3 and FT3 levels significantly affected
the MoCA scores within the reference range.

Conclusions Serum T3, FT3, and TSH levels of stroke patients in the recovery phase were positively correlated with MoCA score. r'TMS
increased T3, FT3, and TSH levels and also improved MoCA and MBI of patients in the recovery phase of stroke.



