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PBM 7 SCI J5 it S M 4 /0 . 2% 5k PBM ifJ7° SCI 1)
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MW 2%
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(694nm) , PBM 8 F% Ay “AlR ik FE OGS IR, o 1 ik i3kl
F 9T # — Bk 6 R TE “PBM 02 AR G5 8 2 0
RS2 MR IR T BT e AN 5 S BRI OB AR AR AR T
BT AE (light—emitting diode , LED) [R1F AT DL & 44 R 4
IR 5630 J1 97 % (photodynamic therapy , PDT) AN [A] T
LED,PDT J& % F M5 (photosensitizer, PS), Jt Hl 5 41
B, BT R 1 A O Ak 2 B A 2 A R 23S AR (singlet
oxygen,'0,) A B i i £ %0 (reactive oxygen species,
ROS)™,
1.2 PBM

HBGYT SCI T-Be 250 0 T At 4 R Wtk
9RYT FRE T AT LAk i 22 Ak 28 A0 i 42 3k
SCI B9 b 5% B 4 i B 4 00 Joy PR 72 T . OB A H R B
R AR BTE ; QP A0 A9 3R B B B St —RAF 5O+
21 i R A 1) B0 AR 5 (D88 HE TR BN 5 (D46 B[] i 4509
AW ST R BAT S Y A RS AR T A L Ko R T 2
Y AR 8 E AT 77 AV 2 ). (DZE W) S 3 R
Y T A W 5 )% 8 R IR SR FER e KUK 5 ik
BERY B HLAENS 25 W3R 9T BT DL R HE SR BT R AR B
LA — S R T 5hE G 1 o . (D25 9 R 7R K @32 1k 3 i
2R M 22 D2 W 2 58 W 07, TR 2 Ak
Wl b A RO YT SCT I 7 30 H R — 5 2 1 ik . (DR & %
BB T ARAGAE ; QB 3 2 U5 46 2700 [7] 1 0] B8 17 1 1 22 24
28 ARJG I RAEFEH O QF RA G2 —Fh 5, R 5 &
BRI AR AT

PBMASCHT LA BT A 410 1 W S T B 8 4 e I 2
JitL 43 A0 T5 AR PR OF B %4 AT R 5
VERI G 345 045 i . (DPBM 4 fifi FH AR Zh 3R OG T , TR — i
fIXF 500mW (R B 7 H AR 4140, Pt w5 1 21 41
SERG AN 23 R A U R 0 T e T A2 BN IR B i SRl A7
P19 Q)FE HE ST, K O D 41 10 i 5 980T R S o
$z , WOGRE 1t T 1 2 45 5 B0 A A 2 AT, Y T Rl A 2R KO
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1.3 PBM %531

65 ALY LR AR AR FHALE T or 2 4, T REE
K] Sy 4 6L 5] 47 76 45 il 2 0 B D R R B, R A 24 Jif £
# ¢ AL (cytochrome ¢ oxidase,CCO ) J: /8% 57 Fl 1L i 21
JGRI NIR DG i 5 70 22 (19 28 (A 5L 1Y, CCO 2 —Fh ORnfk I
RIS B GW, T LR R 7 & maEth isE
IV AL, BA A ML R A0 (a Al a3) F1H A5 G
(CuA #1 CuB). EF LUK IS AR ¢ i PUAS AL 7555
B A L A A K G [ BB A A Y AN T
T 2 a5 I S A B B LR AR B i i e S e
22 75 A B ) 2R R I L 1 (mitochondrial membrane
potential , MMP) Fll 5T 2 (1% i I 1% 4% 1 = % % (adenosine
triphosphate , ATP)", J&5 1 A A& CCO % R ,CCO 1Y
25 A Jm O IO T, RS T R D S R A TR
A, CCO 7] LR S 31 3T 21 46 X 5 W o8 i, —
A AL A (nitric oxidee, NO) B G i B 200 5 CCO W WOE T
SO EFE G I T RS A ATP B 2 PIAH 5GP, NO
AN GG TR A MLl R B, BRI CCO R Ifse
G PRI EUA, NO (9 A% 125 390 % T ZRORE R ) 240 i I W% 11 41
i, NO s 7T LA 20 i P H A 3 7 A 5, LA 2 1 Al IR
oIl 2L 223X — R A YOG A W S 0 s ROS R iR
J£ 1 (cyclic adenosine monophosphate,cAMP) F15% & ¥
(Ca2) , I TG A O 1Y e Si DR 3 6 S DR = ) LA
A BTE S AT R FUE A RS R E L bk
PAHUI T HE LA S Bt LA Tl A G 1 s TR 3 k00

PBM & ¥ & H i H Al J52 38 i 3 J W & 11 (opsin,
OPN) 1 4E AT WO 4% '3 905k 2 1w . OPN IR U 5% (4150m)
&L (540nm), Bl J5 G838 3 U0k i A% i fir
(transient receptor potential , Trp) T F, 4k 1fif HF i3 5 55 i
TH R A KAk, a2 iE A QI BRAE S 28 B 1651 & T iF
— RGN AL R 20 AT E B R AR R R AR
Wk A R AT LWL R A i BiF 9T 3 R 7E R
HORE P, AR ERZ MR, 5 CCO M L, OPN il 23R
1E PBM R $EAE I 88 S5 A WA, P i — 2B AE oY
EATEHUR G g 055 LKA 6t 11 5 A2 SRR A v Y
YRR
1.4 PBM W2 HOL#

I Tt A 9 540 R R 2 B0 PBM Y SRk . PBM AT £
COBURHFA S 2000 ™« 3 R AIR B K g 23 AN BR T RO, H.
1 250 2 5 O F AR /E T, Huang 8P BIF 58 K
B, ARG YO B2 ATP I ROS LI T} i 4ok 14
M, ROS W rlBLTE R # A% ¥ kB (nuclear factor kappa
B,NF-«B) & 538 #% & #H0 R MVEJT A B T OR 37 51 45 19
YA L RIZH 2, SRR B AF IR T RO . OB L 538
i ROS K T i, 105 ATP A B B AT, B i PBM &
FE R MEAE FH e — 25 s Hoff 5ol i, o caspase—3 J81°
A, PR R O B A R IR BRI AR |

Rochkind 552%17¢ 20 it 22 80 4F X I 4 ¥ % PBM

WBIY R 8, e ik T 465nm .520nm . 588nm A
632.8nm #5109 PBM 751 JE 5 o iR w0 26 R 545 1
SEARL TR o B9 | (630nm, 100mW ) PBM il
b AR RRR 26 32 /A TP B0 K+ 38 /p38—22 24 5 i fb 26
M A (mitogen—activated protein kinase, MAPK) {5 i
5, JE T U SCL R /N B SR 2RE I WP, A 28 3 BT
TTER R SCI J& 1 660nm 810nm H1 980nm — Ff if K A8 5
FIRCR, % B0 810nm P /9 BRI RE it 2w i R . | R
H 810nm B AL B2 Byres % P [ (810nm,
150mW )PBM % 22 W J8 i 7 SCT K B, & B #l 28 S0 A7 0% 1
Z i8S REWK R B4 Wu ZEBIHE T WAl SCT U 1
(P 3 M R DD ) ) PBM. 2 0, 6 48 475 305 137 46 2 i 4 HR
S5 (810nm, 150mW ) W5 J&l & , & BL 41 SCI K iz 8l 2 3T
Sy XA, BAr, R E 556 %% Wk
810nm (808nm ) I K: 1) PBM *f SCI BA &4 (Mia v 18 .
PBM 5T 2 8 28 ik F AT A BT I i A4k, e SRR AT ST IR
I7 RN R A 98 36 97 oS R  (808nm , 150mW , 50min )
PBM 3497 SCI K B A1 (808nm,50mW ,50min)PBM if J7
SCL/NER, ¥ 55 H BT 1 Wk, 3% 22 IR 14d, RE 9% 12 30k 48 075
J5 38 B BE R E 9, (808nm,300mW, 30min)PBM %
HIGYT 9 B SCI I K B 1 0, 8L 7d, WAL B Ir A i %
2 W ¥ A5 1 405 U325 (American Spinal Injury Association,
ASIA) P53 348 R [ B BE 1 12 w0,
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SCI J5 LB A Sb D3 8 0 8, T8 et 405 DX Jmy 48 113 1fi
b B A i R R ALY RS DR ROIR TR Aotk JR AR
LU K b RO e 2R L I e AR AR 2 T 5 1R A A X
BRAT RO I 22 4 U 2 BEET, NO 2 — R o Y 1 38 9 5k
F A BRI A T LD IR I B 1 25 5 o A L R
e /0N B Sk 0L A5 R LI PRI R R 45 58 & v PBML T L g
Jpp 2 20 NO Bk, &F 9k i A I 0 i g R, SR,
£ SCI 1 PBM X4 77 X1l 3 8 A 52w /03 43, 3 ] i
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M) I 35 5
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cell lymphoma—2(Bel-2) 8 [ 5 1 4% WA Ok J2 40 i 04 T2 1Y
WEPR R, HRMETHEZE MMP FREMAER
A LR A R B A B BT, AR ST s R T I B
caspase—3 V& , UE I 51 & T U# 8 T 38 B TR 670nm
ZE5EA 810nm  NIR it i 3 A i 4 72 1 1 Bel-2 #12E x
H 1 (Bax) \Bel-2 AH 5G40 L 58 T X 5 (Bad ) 19 B B, 410 i)
caspase—3 i Pk, W 3 36 T #f 22 0 i Toi

Zheng 55 U R BLAE MRS H0, i T 0 AR A &0
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(dorsal root ganglion,DRG) PR AR 6140 2 Bl 2% B g o]
4, 22 PBMIRYT R G G4 R I B
2.2 W AR/ 5 A

HEAE SIS SCI 4 M 40 49 11 T 2 B /4 B o) 7R
2 ey i P A R N BT A I S i v A
i = o 4 A A DX O TR B 0N TS 5T 44 it 0 4 A A 4
13 X 1 % 3 AT /0N e T3 4 5 it 9 v A LT IR A
DA RS 5 7400 X K BT & | 5 86 3 Ak 4 i 1) B 78
SCLJF 7~14d B B 135 3 w5 0 | I 07 75 5 4 b A7 7 40T v,
GNE S —J7 B0 Z A T, R 2 o A A
[ B 7 A R J5 o 8 JRE BEL 15 4 28 T2 5 ) — O T, AR E R
AL RE SV R IR AELH SURE Jr 3 WA 22 8 3R I, Lt
PEE SR SN IR YT SCL AL O WA Z — . FE BRI/
JBe 5 40 i e B 22 FbRe 2, AT AR AR O e 6 P ML B bt
Ak M2 Y AE SCI U, I 20 M AR A6 S M1 2D 5 418 45
P DX e i M2 B O el N B e R, T
M1/M2 20 e i 28 A 3R Y7 SCT R B 22 548 el

WFFE & B, PBM W] LLSZ 0 SCI J 4k & 1 Bl 48 58 9
7 R T AR/ D G D 4 i ) M2 AL fiE T SCT Y
BEW, 5y b T PBM 520 {41 85 55 5 A0 M1 2 B 8 U5
E W 41 (bone marrow—derived macrophages, BMDM ) # ft.
e L T T A N V3 ) 1 R S | IS R A
(lipopolysaccharide, LPS) #l y— T #f # (interferon—y,IFN-
vICAIE S M1 BMDM, £ PBM 3697 )5 , 2 1 i i
A 988 IR BE R T —a (tumor  necrosis factor—o, TNF—at) , H 4l
it A Z -1 (interleukin—1B , IL-1B) & f& T [ , % 5 1k #l 28
% % I F (brain—derived neurotrophic factor, BDNF) I #if
Z K F (nerve growth factor, NGF) & &t b, 7 2 85
FEM AT A DRG fh%e 50 IRZAAR Lo A W] a4,
I HL3X Rl A 2 500 2 400 P 1981, e 30 P IF 50 3R T TR AR
S5 5 00 SR R RS R T PBML TT LA Al 5% R R T )
Bl 2 00 4y W Y B WE AR M AE 2K B 1 (macrophage
inflammatory protein 1,MCP-1)1%55 M1 7[5 105 2 i [5] M2
BUAR AL, Zhang SEWNI 3 — 2AiE S PBM A] LAS i L w5 40
f i M1 AR AL, TR M1 R bR A S I Y S AE T
I 38 2 2 1L A (protein kinase A, PKA )/IR B g 1 540
TEHEE G H A (cAMP response element-blinding protein,
CREB) 1553 % ) M2 B Ak, A i 4238 2 - 19 43
W
2.3 B4

BW I T 4 i B AT B SR 20T S Rl A I R
BT 0B SR ) S 0 B AR AR R i
P2 AR S AR AR L R 0T 4 7 52 2 R L B
Py G A PSR 22 R e O I OB S DR ROk R 3R
ik R A AEAL 3K IR 2 R B P BT G 5T AT MO, R
PRIV S 50 40 AR 31 ¢ #5 D R 1R ) 22432 A1 R R TE
JBE 5T 20 R A2 BRI I BT ARG o AT Y B Ji S5t 400 L SRR
N2 T R IR B A0 R HE A T B o R b 28 48

i, BEL Bl € A G 5 A2 B R P I J5T 40 i SR Sy il 2 A4
BB AR, R A &5 ROVE T He 48 | 18 & i i Bt Bl
DA I, 30 47 O A BIF 5 v, 9T AT/A2 BRI I 4 i v Ak 2
PR IRIT A 2 R GE RN R . FEA A LR,
PBM ] LA 3 44 41 B I J57 240 Jifd 1 184 4 Al ROS 19 2235
3X Ay LA R T e 0T 20 i LA 4 Al A A 2 R ) s
PEALT BRI — IR ARSI R M1 R 4 T
L3 5 B2 O IS¢ 5 440 6L 9 240 60 07 ) R B TR 4R B R AR 1 R b
(chondroitin sulfate proteoglycans,CSPGs) (W3 ik, #Riii
PBM o] DL 5 35 40 il e B £F 4E R M B 1 (glial fibrillary
acidic protein, GFAP) LA K 2 TE I o2 4 Jifd 9 356 £k , I 3 38 9
A5 M1 B E BRI T 94 CSPG 1Y AP, 1 4h , PBM i i 410
il M1 A9 g A0 A% Ak ok 52 e SCT B8 15 5T 41 g 1Y 1%
ALIGFE , T IR B T 0T 200 if 3 kA OGSk I R AR B R i I
20 0 184 A 1 SRR IR 2 b W A R R I S
0 It 2 ] £ A B R EUF RE TR YT SCT B AT S

WF9E K B, FERAMER I TNF-a, #MESE 1 45 g
(Clq) M1 40 L A 2~ 1o (interleukin-1a, [IL-10) 155 51 Al
A BE B T S AL R 28 PBMIRYT IE ,AL1 B R B i T
AN A A 20 A2 YR T B A A Al 1S 22 A i s R
g TR T 2 R A e T X S 0 3 K B T £ a2
Bl P22 T 2 I AR (VSCA. 1) ) 4t I B PR T, 28l 25 21
A FLE AN A A5 3 7 IR R, A A1 Y AR i 5T 40 i
T PBM AT LU i 5C kG NF-kB, S 24 B2 4R 1 9l
(janus kinase 2,JAK2) . f& 5% 5 B J% S0 K 7 3 (sig-
nal transducer and activator of transcription 3,STAT3) B
B LI -3 -3 T (phosphatidylinositol 3-kinase, PI3K) Al
T B (protein kinase B, Akt) 8 iR 1k 7K 7 1 F+ 55 ML
T3 A1 B R R 6 B 240 i A Al Ak, DA B F 9 i — 20 i)
W17 PBM iR SCI 94 HHLH
2.4 DRI

A 5 I J5T 240 J ey 2 5 e 5 A4 B A 4R A 43 1 i ok
TE n B A B A O AR Rl R AR S S . SCLJE A R
PR A 2z — 50 2 b o B A A0, W R S e SCI X Bk A7 ol
LT LY LR ST RE 100 2D 98 I o A i 6 T 2 1 | e il o e i
B DR 1 T LIRS SCT S R BRUZE B0 43 B gt £ L B4
P B A ML P FE TS, A A — 2R T RS R
0 L BE T | Y I R A8 S I 2% T IR B R R, R O
93 DB S BN, DA T 24 4R /0N e T 240 e R 2 O T I 240 i 14
TR I Ak R /0N R 5 200 6 R L O e S5 AT 4k i % 3K 4 AE PR
I, BB — 2L 1 O R A S I LA 2D 5% Tk BT AR i R el
Zeoul, Rt AR 20 58 T 0T 200 if 1 7 3 R B 1 AR X
A R A5 5 A% S 8 SRS AR L R

WHoE R B, 7E KR SCI A7 i | 8 3% i i 75 5 7 %€
JiE 0T A L AR 3 SCI B 21500 (L PBM. % 20> 5 Ji5¢ J5t 4 Jfd 114
WHIEAR 2, AT RRIE SCI S A 20 5 Ji5e J5T 4 it 250 a7 A B 3k
BBU LY 52 TR M BRI 7 %] 20 5 T ot 48 it ) B 9 4 T L 8% T 4R
F /0 58 6 0T A8 L 1Y) 43 Ak | Ty BE R A P 2R ML 2 4 A G
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ORER=pi LN S i [N 1200 S L R Ny Vi ) URS
FCAl 2 D 2 ) B9 56 R 45

3 PBM ¥ SCI 5 28 i 5 28 43 B9 54 i
31 BBRIE

iz J3 91 9 8 % A Dl SCI G i AR vk s g ™ g, e
T I 5T 440 L 0 /)8 Jie S5 400 L 5 K Al L R 40 i AR B AR B
R, & SCI W B B i) — 30X TT 81 I BT WT LA 4 b
CSPG M il 1 28 o0 AE 4 R 28 154 | SCL & A )7 2d~2 Ji
i T3 91 32 O B, 7E SCT 50T B Be e o 0 9 IR 1 46 95
DX ST A B /LS, SR AE SCT R Hh M 7, T o O A Ry —
ol gy 25 B, 3 0 400 o) 2 P A DR B A T R SR AR L B
5 T E BRI E S, Sun SR I, 7EAR T SCT /)y B
RS v 40 i — 2P i 0 4 i L 1% SR A AL vp  PBM 7]
DL R IR AR & ) GFAP B33k, i BB e o 20 J 3%
b, I s 0 M1 B E 20 i AR A6 R 98 CSPG Y 235 I\
T80/ I8 B IR
32 HEFREWT

SCL H (¥ 8 37 PR XoF 240 10 114 D) 158 20k 4= 1A 396 e G
FEHT, S SCL & 3 1A FI B 3 ER B . PBM Al 52 0 i £ 78
Fr A F 1 35 L5 BDNF NGF | i 28 Ji 57 240 A 5 P b 28
H F W+ (glial cell line —derived neurotrophic factor,
GDNF) ., At KHF-B (transforming growth factor—f3,
TGF-B) F1 A £F 4 40 Jf A= < I F (fibroblast growth factor,
FGF) %39, WF 5% A 51 & 8L, PBM W] LU 44 it ) = B R
L (inositol triphosphate,1P3) 52 4 , 5 2 41 ffg P9 Ca?* 3
Jo, T B0 2 B A0 R T 4 RS (extracellular regulated
protein kinases, ERK)/CREB/BDNF & 1% |, fe 2 38 e T % €
I A, SERT ISR W] 7E R B SCLJS 3d, 92 980
# PCR (qPCR) i 45 2 & 7% ,PBM %} BDNF .NGF .GDNF,
A4 MI A= I F 2 (fibroblast growth factor 2,FGF2)
I TCF-B ¥4 AW R L, A B T4 )5 D BE 1%
AN
3.3 AT

A i PR BT I A A i ) R AR T 22 k)
T A M R AR T T SR RS RIEE R S, 1) IZAE
JHT B 2250, X0 20 it 6] AR T A D 20 i 1) 38 58 43 £k 2k
N P BeA AR AER AN BT 2R
S U1 RE SR I 5 R0 AN A AR SR T 0 52 MR 5 G T KR SR
BB AL N AR, SCI S B X BRI 48 AE 41 ff T 4R, I0IS
G 20 D A S 2 AR 43 08 S8 THL A T~ 1o A TNF -
AR, EIE S B 2 AR M ML T 0 R R e PBM R
5 24h FI 48h J5 , M1 B 5 Wi 4 i Ecat v b B &
P 40 Jf R 3 T~ 1o, TNF—o FHER S AR B2 (cyclooxyge-
nase—2,COX-2) 119 3R I B AR, 35 2 41 i PR 7K - 28 4k 3 5
T HHE E WA AR T B A R 1] M2 B Ak Rl [
B ERSNFE S AT SR Y i 5o 4 I 8 b, 28 PBM iR
J7 5, 1404 % -1B (interleukin—B , IL-18 ) , TNF—« Hl [

41 j8 /> 2 -6 (interleukin—6 , 1L—-6 ) ¥ 45 AS [ F2 & 1Y T B | X
W] PBM 4% T A1 YRR i 5T 4 if i R ME AR T SCT
552154

4 MNEERE

SCI WL E %4, 2 5045 Fe & il 72 0 40 i b 25 2
% 4SSN 2 R 7 A BV ELAR 2 40 i Fn R R 48
S AR R R AR G I T g T PBM BT SR FE
SCLIAYT R FEBUF 1973 AR BT 29 PBM i — 20 &k J
PAAEAE LR PR . e — 2 VR 4 2025 3 6 7= A IR WSO
St HL 2 TR AT SR 7 3h R AR R I PR R e ) 2 Bk
W%, DATETF ST R B0, PBM 4 B30T )5, KA UH 6% it &
W LLZE B A AR A E R B, AR T —Fhal &
DA HE T B R R 2F ALK O RE R S B RS R T, 10
27 10 A W 2 A M RAT AT P O R AT BT v 45 B 550 3K I
W55 T HE R PBM 78 2tk SCI H B4 I A 187 P 4R 168 19 32 15
W s H T R PBM 5% 2K 4 £ AL A R Wty g S mT
AE & 41 PBM 34T (V9 7% 55 X7 R I 14 I 800 4, A
K& T PBM 697 (A SEHL

W 25 G B AR 0 R W A4k DL T 58 35 6 PBML [ TR
AIRZF A TG WF 0 00 35 0 AR T 4 F K- 1 A2 4k 40
KT (1 RN 202 10 18 2 A5 DLERATF 5%, 1A PBM X
SCI I HLIRA S SCI 14 I AR 5% #5737 04 D7 1,
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