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Abstract: Tumor is one of the serious problems threatening human health. There are some limitations in the
delivery of commonly used tumor therapy technologies, and the therapeutic effect is not satisfactory, so new anti-
tumor strategies need to be developed. The process of tumor cells using glycolysis to produce energy under aerobic
conditions is called aerobic glycolysis, which is closely related to tumor growth, proliferation and metastasis, and
can provide a new target spot for tumor treatment. Nano drug delivery system has been widely used in targeted
tumor therapy because of its advantages of targeted drug delivery, improved anti-tumor efficacy and reduced toxic
side effects. Numerous studies have shown that more and more nano drug delivery systems regulates aerobic
glycolytic metabolism by targeting to potential targets such as signaling factors or reaction products of aerobic
glycolytic process in tumors, and therefore enhance the anti-tumor effect. This paper reviews the application of
nano drug delivery system in regulating tumor aerobic glycolysis, and provides theoretical references for realizing
efficient targeted tumor therapy.
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Ji I8 A g R0 N S fie R P — DR R, R 4 B
2995 R (1 52 2 P 1 52 302 A A R I R i
VRIT 75 B BN R AT VR RO T VR,
HANRLF R & A T30 7 SR8 V) B, AT 259047
FEIKIEPE 22 L 5y P A i 245 1 Sl =2 0 1) M S5 R L, TBO9T
BAREEEIERY. B, A AR 24
R IR IEIT T 15 . 20 A0 20 4R AR, 18 E 2 A k22K
Otto Warburg #2 ! 7 Warburg %% 5 : Bl i 75 45 4 56 1+
R 2 S R I A A A T B AL D 3L
FRP, b5 05 4 B AR LL, b6 20 PR S 25 ) H A A 76 B
YUAR” I 1, 3 T 32 30,9 6 26 R 55 ED 2 338 Jon R A i
P FLIR B R A . R T IR 2 A A S R A v Y
A SR T AR A PR, TR O R Y e R A B A SR T
F—FhEE A BT SR IT RS . AR, BEAE 9K
RIFRERNTETE, K 213815 R 4t (nano drug delivery
system, NDDS) K| B A & 2%k 24 | 48 1) 45 2517035 1%
L5 Vi B 3% 5% % M7 (enhanced permeability and retention
effect, EPR effect) %5t 34 128 ¥ 4 & I 3 2 FH 1 T %
P i U 0 R MR VR 9T R B AR SCERIR T R A T
BEIE AR R T 1 9K 25 Y1k R T s v o7 ik ge ik
J&&, I iz U A R BT Sk AT TR
1 BEERAERNSIREELES

FE R 22 B0 A B 4 B b, B3 T A S S BT A B ) 3 i
TUAHES 1 (nicotinamide adenine dinucleotide, NADH) F1
H ZFRIEANLK A S Z RGN (tricarboxylic
acid, TCA) F1 % 14 % B2 1t (oxidative phosphorylation,
OXPHOS) 7= 4 K & IR = iR (adenosine triphos-
phate, ATP)!", FEBREE S 4 2> th FLIR I ZURF (lactate
dehydrogenase, LDH) #4164 FLER A /D & ATP. 1E%
2T J A0 e g 4 1) 7= e 7 2% EL ] 1 T, Warburg
RO 2 W, A S8R T ik 72 DK 22 5 b 988 4 D ) A 35 R
fE" . 5 TCA fEHA A1 OXPHOS AH LY., /87 4H ffy 58 {61
T SR B A ) S R R QO YRR A () 8 280 8 4 1
I, 7SR A 7 e A MK, L2 8 1 77 R FE L
OXPHOS R 100 2 15", @) JylJed 40 i (14 ik S 3 5 A 32
55 W 1% 7 A1 BEL T OXPHOS 1) < B (R 31 B) Wi i A
AR A A AR R TR AR T DR N & e B R
1R 5 7 B A0 J5 46 22 AR IR AR IR 144, LA 3R 4t
— € ) )5 A e B R Al

A SEUNE I A AR 9 b e 24 A 1) SR, 78 4 il 2
i 68 A T PR 3G K P 7R LY e & A0 JEUREAR I R
SRRSO 5 iy 240 i P dR S PR ORR S5 B T IR VE L, AR
T bR I TR AR 2R MV R, Sl I 2 M A 400 ) iR
G EH T MR 2 P 3 B S A AU A AR
SRS BRI A AU B AR BTV I A5 S TR L RS )
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Figure 1 The main pathways of energy production from glucose
in normal and cancer cells'"”. Adapted from Ref. 12 with permis-
sion. Copyright © 2023 Uspekhi Biologicheskoi Khimii

15 538 B S % BRI A5 35 T DAAE D Mg i6 9T B T AR R
Flo N ICERXHE T B SR 1R 5% B g o A S
I i () A FH BT A R AT 1 22 o 3R
1.1 E8REF 6% iH T H 7 -1 (hypoxia-inducible
factor-1, HIF-1) J2& Bl 1 o) 5 AEG 220 45 55 1 figk A 1) 400 e 3k
NP, E i R R A K B o X P 4R (reactive
oxygen species, ROS) Bk, & K A= £ w48 il J83 48 Jfd
Hh AR 5 g R 1Y DG BRI T ). W ST IE S, HIF-1 i85
bR A B 35 25 1 (glucose transporter, GLUT) (1) 3
TR I B R M R A v OC R, LS PRI 2 (hexo-
kinase 2, HK2). A i 2 it 20 B 8% (pyruvate dehydro-
genase kinase, PDK) . i 2 5 ¥% 5§ 1 (phosphofructo-
kinase 1, PFK1). I il 2 i i M2 (pyruvate kinase M2,
PKM?2) H1 LDH ) % 5% 1 4 i 6 70 A 40 1, 369 oo 9%
i FEE T X I i G B Ml SO R X 4E FF 5 HIF-1
T VEROL M A BT £ 4k fie R 4 L BT 7R R RE B LR,
HIF-1 34 7] DU i 22 FoL i) 52 mi 22 b 8R4 05 3, B
Fh AR ARE 77 TR T o0 R W, AT 3 B 2R R
A Ty fit B 21, 1 2 e I8 20 PR A SRR TR R 1) 3R AT G
b, TESR A ZAF T, HIF-1 7] LA 1 PI3K/Akt {5 5 il
P23t I A SR (2 s, 1 R T R A L 1 4R 2
FEEFERE 11220,

B R 1 DR 7 HIF-1 4h, Bk 8 2 1) 3 775 8 1
IE S e % DX ) o 98 20 ) MR I A . A AR, KRR R
4t RNA (long non coding RNA, IncRNA) 7 i & ik i
fift T A & 4% 25 B BAE H, Zhang 252 % B IncRNA-MIF
Bt 1% 38 318 4] c-Myc Rl miR-586 i 1 i 7 420 i Pt it A1
Jifg A= A, Pate ZEPONIE B Wnt {5 538 B @ i A 3
) PDK 1 34 W] DA 1 48 1 A R b e A G
1.2 R AR (lactic acid, LA) 1F N A b E2
F (1) B 4 7= 0, T TR 4 B A K B B L S8 VR T S5 5 T
VIR ER BEAERY. B, LRIE AR i AE
SR, R 4 i A K BRI 78 40 (1 RE B NV R 2R AT
Yang 5P T 7 S A A RR A3 B T FLER A /N B B2
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3 S AT (R i, 45 3% B L TR RE % WU PI3K-Akt
T, BRI N R A2 K K7 (vascular endothelial
growth factor, VEGF) )7 A4, {23k [ 83 41 fid 1 5 2 i,
T T B 2 R A A A K A B . e Ak, LR AE AR
PR e s AR AN, R R I FLBR HEAR Y K 1o R 1
() J SR PR 858, M9 5 7 R 2 L 7% R BT T R
731121, Brand SE0HIE B 3 B2 14 11 i R B 58 R E AR
K4 (natural killer, NK) #5585 /0 H H 40 fo 3% 14
WA, LR B 73 W6 DR 47 b 988 400 JHd 6 32 NK 40 Jifd 1) 28
i, HE— ARk T R 240 B 2 ; Apicella S50 I
J68 24 JE v 43 DA PR B LR AN RE AR 2 MR 5 A%, JF HL
MBI YR IT B IE 1. SRR, 2
PR ) K e A A5 15 e T 400 O 4 e V8 9T P A — o AR
BifER . Kumagai 5502 HiE B FLER {2 1 e FERETRE Ak IR 1k
PRS2 R 0 2R A R 1 4 AT T A
(protein programmed cell death ligand 1, PD-L1) 3 ik,
1M #] CD8™ T 40 fid PD-L1 %A, 5 £ PD-1 BH Wr7 i
SRR, Wang SFPVR IURE M 7 AR (0 FLIR wT LA M1
I 20 b 5 0 72 RNA FIVER 1 /KPR 3k, a1 40
il M1 I 4 6 ) 470 P 8 1

1.3 SCHRES OWE T o B el e A e Ak D
-6 Tl T2 1) HK 2 4 A4 1 20 K 6- B TR 7 10 o R B 6Tk
B2 1) PFKCL i A T 12 A7 Tt =X 74T ) R 2 A D A9 P T2 AT
ATP ] PKM2 1A P9 i R 5% 16 0 FL IR 19 LDH 45 5%
BB T/ T, 1K GG B MR R A IR RN R I TR
B2 53N, WK, A EE R 0 OB g W] DA
e 3E A R 240 ST R I PN R AR TR 1 4 i, A
Je I AR e Xia 55 PONIE B A 5% It o 4 Mt Joit v, i
FIEMPKM2 22 5 STAT3 45 G TR A 41, B N4

B W0 HIF-1a A1 VEGF, 3 1M {2 1 87 (L5 A2 o B
A1, WERE A OB v LU I 755 PD-L 1 B3R IA B 5 4
925 240 L SRR, A 5 IR e g% B R 5. Serganova
ZECTHIE ) LDHA 7 LUl i b HIF-1a {5 558 B JF 40
il Jib 8 3% ¥A 5% (tumor microenvironment, TME)
CD3" T 41/ Al CD4™ T £ J 32 11 R e 0k iR 5 5% o Bk
SRR FABLE A1, — LA S0 I A S B 86 75 IR AH 5K
J% AT 4E 40 Jfl (cancer-associated fibroblasts, CAF) [ 3
JEAE T i R AR EEAE . Zhang S5PYFE AR /N1 L
fii %% (non-small cell lung cancer, NSCLC) # & ¥,
CAFs GEW% [ 1 A1 A2 52 c-Myec, 8 i ¥ 3% NSCLC 41 iy
1) Wnt/B-catenin 18 % 5 FURE 17 i O 5 B HK2 ¥4 1)
e SV, T AR a3k b R A B B A

2 AFPALHEEREERBERNTGY

2.1 HEBRGR WHRRY, V2 2 sk ] DU R
IFa) 7 SR P AP 1) 15 5 208 O B g A 445 411 1 e 9 4
A A7 S R A L T AR, LR o 2 RO
A LA AN () fi 8 40 AAS [ 45 538 o o R AE SR T
R B an NG RHE Y 2 b 3R UK R IR A W — 7 2
i Bk AT DA AT ) HIF-1ox £ 2 3 T 400 1) 225 7 s 400 L ) 2
KB AT DL PKM2 (14 37 1 11 FEL 1 45 7 e 48 A 1)
R PR EORIAR SR I R AR R R R N S W) -5 5L
B, A DALE S B B s R S AR AN [ fi g 4
Ji i 4% PKM2 s c-Myc HIF-1a 2545 538 %, 4016 s
S A R AR, RO AR . BT AR
R T i Ty BE 1) r 24 BRLAA B 23 DL 3 10,

22 WEHY 2S5 Rk, ET R IR R bR
TRIT 0 3 BT B, VR 2 A S 25 ) AE T ik 8 A SR
fige I R AR AL B B B R . Peng S5 R T

Table 1 Traditional Chinese medicine monomers that have the function of regulating aerobic glycolysis

Active components of Chinese medicine Target spot Cancer type Reference
Epigallocatechin gallate PI2K, Akt Pancreatic cancer [44]
Quercetin Akt/mTOR Thyroid cancer [45]
Salidroside ERK/HIF-1a Gallbladder cancer [46]
Kaempferol JAK2/STAT3 Cervical cancer [47]
Diosgenin Hippo-YAP Lung cancer [48]
Evodiamine HIF, VEGFR Liver cancer [49]
Ginkgolide B JAK2/STAT3 Esophageal cancer [50]
Nuciferine Akt/mTOR/4EBP1 Intrahepatic cholangiocarcinoma [51]
Curcumin NF-xB-Snail/HK3 Lung cancer [52]
Deoxyelephantopin PI3K/Akt/mTOR/HIF-1a Liver cancer [53]
Onychin circ_0136666/miR-370 Lung cancer [54]
Tanshinone IT A PKM2 Cervical cancer [55]
Oridonin circ-LRBA Bladder cancer [56]
Juglone Akt/mTOR Gastric cancer [57]
Cucurbitacin B Akt/mTOR Intrahepatic cholangiocarcinoma [58]
Erianin IncRNA LINCO01354/miR-515-5p Prostatic cancer [59]
Artemisinin SIRT2 Cervical cancer [60]
Icaritin Akt/mTOR Intrahepatic cholangiocarcinoma [61]
Withaferin A circOSBPL10/miR-128-3p Breast cancer [62]
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% 1 Ath SR 1E & 3% BUM R E FI IS, A Smad3 46 i U 2%
I 1 HIF-1o A PFKP [0, AT 00 1) 2L B8 AE 1 i %6
R 5 ORI firh R 4 B B 5 . Zhang Z5CYBF 9T R IR 1,25-
FRYEE 2R D, B8 0 3 B AIOE T i AH OC 2 B GLUT- 1,
PKM2 . HK2 3R IA, I 25 i) L i Jess 240 B 1 b 1 Aot ot
T, HF HAE ki ik b Cytig 215 SR 4ni M . Qi
SEOTR B TRy 1T EE I 45 BT NMDA 24k, RG240
PN Ca” ¥R JE, 411 i) CaMKII AT Akt 8 B2 {1t 1 i HIF-
Lo 10K, BEARAR AN IR N B2 41 B2 (tumor endothelial
cells, TECs) FfI % Fff 5E 77, AT 40 1l il J63 %% # . Cheng
SIS 7 2R W 2- i 5808 4 b (2-deoxyglucose, 2DG) fE
{5 £ bR 400 0 R T 1) GLUTT- 1, 3 ik [0 81 465 % 55 4 4
T BEL DT e R A R e, BT o e R A2 K . Roy
E BH B 9 A 40 ) 55 3- R 4 i BR (3-bromopyruvate,
3BP) fg % i i Bl PR HK2 F1 4R A4 v 1 4 i e [ 35 1
T 18 2 (8] A AR, AR R b ) R A i
ATP {7 Az, U)W B3 240 Pt A K BT 75 22 19 B B R R
3 ETHESEEMEANNDDS

4K, NDDS #)32 A & H T B s 25 i &
ik i%, NDDS & 48 259 5 i 40 1M BHE sk A2 18
1~1 000 nm PR 25 R a0, BAH R4 2.
I i) 45 24 3 SR L i IR0 245 ) 1) S AR RD A M R PRI
B A AE 55 2 B3R, MR v R ERAN [, R T
T HEEZ 7 1Y) NDDS HEAT ] B A4
3.0 ASEEREBBATER KEMARY, T2
& B YKL AR 5 Re s A 5 A AN IR R A OGS 5 IR
T 400 661 i 8 B % A . Sun Z5U7°V BT B T 16 42 40 Kk
(Au nanoparticles, AuNPs) il i c-Mye W % 77 20 1
PEIE AR FS v SR (GLUT1 ATHK?R) [k, b 1
iR 291 i ot ] 757 W 1Y) B B ATP R LR (1 A= ik, &2 35
o) 7 PR 4B B A AR K . Ruan 7R R T — M AEH
“—f 57 E A CaO,@mPDA-SH 94K #i, 24 CaO,
T i T 0o T A 10 T R PR B R B T R LR AR
A, BRI — 25 N R T HIF-10 AN B2 A AH OC S
(GLUT1 #1 LDHA) K131k, MU kb 2R 7= A=, ok
2 SR LR o B A 3R T PR SRR B, G 1, 2 KL
TR g8 N U A A R R 7 VEGF 13k, 0 b 97 4
PR . Wu SEE T — o T T R SR RS
Ji 8 LR 9T 9, % R A L DA TR M R 4 JE A HILAE 2
ZIF-8 9 3Rk, 38 1B — AN B B0E B AT DL 2
GLUT1 mRNA ] DNA Ji & 8 2] ZIF-8 1, [F] I FH 325 B
Jii & (hyaluronic acid, HA) f.5%, ## T — N “4 K ag
HPAWTES”, 1Z 40K e B W s AR BT X R AL
(A S AR R A e, g ELE S B [ “zn® A T RE
2% ffe 0 161) 0 Zn® T 04 R e S M GLUT L 6 3 55 R

T BEEEARBELWT, A7 R 7O B R A K.
32 GEEATREEBNGY bR 1T
2454 [ S8 B kT 21 8 1 i I8 A AR B AR XA, (L
0] 7o 20 B ) L T A AR 12 0k R i R AR AL LA KR
P2 I R U R i 1, B AN TF NDDS X — 545 /111 24
VAR . Wang UG BAF LMo I R H R R
(isoliquiritigenin, ISL) £ 3 F 44 K Jig Jii #& (nanolipo-
somes, NLs) H'#l] £ T ISL-NLs, B 50 % B ISL-NLs i
i F i AMPK & (4 F1 B Wi Akt/mTOR i % # c-Myc.
HIF-1o [ 3Rk, Jk/D LR A 7=, B35 I 45 B W79 a0
Jif ) 48 B R A B B . AZ AR AR TR Bt T — R
H MR (betulinic acid, BA) HJ44K i§ i & BA-NLs,
JE L HE AT R B BA-NLs f8 5% $) i) 4 /9% fif o 72 H HK 2.
PFK-1.PKM2 Fl PEP &5 JCH8 i 1) 2k, 2 35 H 1) 45
FEA LA IETE . Chen %7 LL 499K # (gold nanorods,
GNR) M #fa, /£ H R MEM 7 A SF R (diclofenac,
DC) & A 8 % 2 11 3% B i R HA-DC, il % T GNR/
HA-DC (&l 2A), it 98 44 M N 51 208 1% B T IR 1R
(HAase) fitt & DC B, M1 F ¥ GLUT H) 3R i%, 1 il
] M BRIURT ATP A2 j, 5 0% #4732 B ) 498 ik 4k Py b
PR T 2

33 GAENEERARSCHEERHNGIT  KE SRR, BERE
i DX Bk il 7 A SR TR AR R AN T BCR 1 SC B A FH DA IR
PIEIT IR AL T A M E MR ITHL & . Fang L) Cug)
KRN EAR, 5 LDHA 4 J& #1671 5 Cu 9K ki id i
Mn (I1) Fe 7 2H & Bl i 2140 56 e B 44 2K R Mn-CusS, 1E
HERT M F 3R 2 R A 4 s AR A, Hl &
T HE 1) R ) Mn-CuS@BSA-FA, 1% 48 K KL 75 [ 983 ¥4
17 SR AR I 75 4T 41 41 BRUIRE T R TSOWE I A 0 1) 7R, AT LA
B Al LDHA [ 3% 1 ok 55 2L 18 A0 74 I 8 2 10 1) 3 41
BEAh, TE AR AT IR 35 1 B 70 A, 12 99 KR g 5 40 )
HepG-1 41 i H HIF-1 [} R 1A, Jk/> ATP A4 B, B A AT
FE M AE K I AT R R L. Liu AR T —Fhl
F127 G4 259 — SRR TE I 9K BT 24, % — R iE
i AR SR &2 £ 9 (lonidamine, LND) AIINLG919,
12 T B T R PR B P o A B TR SR A LURE
T ol 24540, F 93 IR 1 40 K BT 24 R B £ R ) LND AN
ASCRT LA 36 e 00 1) K2 % 37 A T 0 o) e e 24 A 1 R i
AR, T ELIE AT DARH IR 2o Ak 11 25 40, 470 L 988 200 i 1
RE AR .

34 OBEEREILE  HE A (glucose
oxidase, GOx) J& —Fft P Y 14 S8 fb ik 5L g, e 6 1 A4 T
2 WE AN AU A HLO, R 460 BB IR, IS A 2 3 AR
W, D7) DT e R 200 D R AR N, 0 A SR AR
Zhang SN AT [ IR 52 I A AR 9N KA N B AR, IR
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Figure 2 Schematic diagram of the action of NDDS loaded with regulating glycolytic drugs and glucose oxidase. A: Schematic illustration

of GNR/HA-DC for selectively sensitizing tumor cells to photothermal therapy by interfering the anaerobic glycolysis metabolism!”; B:

Schematic illustration of GOx/MgAl-SO, LDH nanosheets for SO,-mediated synergistic tumor therapy”™”. NDDS: Nano drug delivery

system; HA: Hyaluronic acid; DC: Diclofenac. Adapted from Ref.75 with permission. Copyright © 2017 American Chemical Society.

Adapted from Ref.82 with permission. Copyright © 2021 The Authors

2 TH P & GOxHA 1 10-#8 3% 5 H Bl (10-hydroxy-
camptothecin, CPT), HA [ 48 [7] B¢ /1 iZ 9 K 15 & 4
E Jib 983 30 A7, 3 1 B GOx TP T i R 4 T A A b 1
fi, RIS 3 Ca® 3 40RT CPT BRI, 10 i) 4 s 4k A0 3 7
fif 7= ATP AT 40 ) 8 e B AR . Yu S50 BLZ R
1 B B 4 KRR E R (CAUNCs@HA), 1E
2% BF 36 [H] W B GOx Al it 8 16 & (catalase, CAT),
P =3 2 18] () BB S & B T H SR B4 K 5
ik, 5 HK-2 siRNA #F — 5 4 & i B 2% 1 751 NM-Si.
I TR T SN AT R 4 7 AR AL, A OB LA B R
H 3 308 3 AR IR ) R 2 0, SRR A R
T TJE R T i S BRI HK 2 (1) 3R I8, I [R) 22 i e 80 R0 100
AR AR, X8 TME, y NDDS & 250k 1 5t i 98 $12
HETHME & . ChufE™E R T B Mg-AlLE IR WA R
141 (MgAl LDH) 4 ks 44K v (B2B) , FR7E
JZAREE R (MgAl-SO, LDH) 7 4 N 0B R £k, 3t — 25
B % R GBS B 5 A 99K if GOx/MgAL-SO,
LDH, 2 8 A7 £ [£] SO, < A4 R H5UR B8 P mi 2, | T
GOx I WE B A A, 2B B 6 45 B B8 12 16 40 Bl /9 SO,
MGk R BB K, i &1 H,0,5 SO, B BU M, i
WA A I, 6 R A i e AR I T AL IR
55 B4, GOx/MgAI-SO, LDH it 41 i p 7l 47 b 1) 7 4
BEL U 7 iy 44 1 e o (A 8, A R T Ak R R A P B [
8
4 ETASERFRETHNERKERTERMERIINA
JRUAE B B AR A0 ) SR TE R ¥R T R BRI TE IR T
TR, AH 2 5 — [ 2 A 10 o1 7R Y6 97 R R A AR
BRI Ak, APF 0 385 AT 00 161 i 8 A SRR T A P[] o o G
F B 54k 2297 32 O RITVE R BT IR B T iR &
DUERIT V2 A RT3 BB IR T R, B8 g b 42 s e

VR TT RO T 8 0 S

4.1 SWUFETEMBERT BT, K& R AR
WA TR AT 2900 B R AR R AT 3t 1R T 3R
W& o Zang I T — Bl B A R RE [ Bg 77 00 07 A
YUK R G (KEI3A) , B AT 2590 542 BE AR e fifg 4110 1) 55
PFK15 3t [A] £ 8 T~ SLN Ji , 4 3 355 5% 75 Jok Je7 40 Jig A
CAF (1) Rl & 240 Jfa JIEE v, (] By 440 1) Jieb 723 4 B 1 CAF 14 1)
S NEE R, A RCH W CAF S 88 20 At 1) B8 &= 4t N
] b e A T e A RE AT RIOR

42 ERMITERNEKEIRTT 6T (photothermal
therapy, PTT) A& 5 H G A TE LRSS R 7= 48 K& 1
PRI S AU e 8 4 B, R G M vy T B LT 24 4
AECRIAN R 52 2N T AR WA S 2 Wi PR AR s DS i I B ) 2 2
TRIT R 2 —™ . Dai S I 1] £ — Fh i R A2 1
(1) 2 Dy RENR 5144, 1216 J53 44 17 28k 1) 2D G 38 ik BEL b7 9 7%
FE AR I8 A2 4 1) ATP AN FR IR b 2 1 1 AR i, 1K 21 1L
WyT 5 PTT Wi 5 fi i e i B 2 80 . Ding %5618
I F GOx Fl CaCO, 45 & B A & J8 40 KRR 1, ¥t
T — PR M TME M B Y 48 Kk (LMGC), 1E i 8 41
I AR TR GOX HE A48T 46 47 A 1l 7 6 B IR, k2l 1 e
24 0T 1 2 0 %) B ORI e BRI, 5 Ca™ TR AR
AU AR ZS 5 T8 4N KORL IR 6 B80S B [RI A, 3 4
] 1 e A AR K

43 S5EmNTENKERTT  F 311977 (sono-
dynamic therapy, SDT) & £ #J7 V [1) BL Al b A7 A2 H
AR N IR VG T 77 2K, AR AR A T, A
BORIRBOE 7= A2 ROS FF175 3 /M 8g 48 A 03 T F1 IR AL,
HEARZRENEE D] BRI B E RN AEY) %
AT 2 R T R R I Nguyen Cao 551
TR T AT AEWE R 45 Bt H K (glutathione, GSH)
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