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AL T A (CdTe QDs) HH AR M2 2 5 4 e U 51 2 B2 510 132 56 . A B W/ B B9F 9 0
ZIRRBELTTEIF T R (AST R CdTe QDs 55/ BUN- 1 43 B4R I S Hw] g i AL 25 28 7R, CdTe QDs 7ENT
U P B 2 5 it B B ) 4 U B AR 0 VS AR T R S I AL SN 440 B L B AL AN IR T R B E S CdTe QDs 5
SR B AR K B 0 SRR TR AR Nref2 (IR F 4040 M 2 #H 56+ 2) \SLC7A11 . FTH1.GPX4 & H ) £ ik
KT T IE 4 5 e IR (R 45 080 A7 G0 ROUL 4, & WL UR 35 3R I IR 40k B T AH DG B 1 7K 7 R JIE 4k 2% & i A 2 1
5. 53 A0 W ERIE TR DG L IR 1 IR AT R TN, ke B AR AR R A 5 B KO — B A5 R AR WL IR E R AT AR A O
Nrf2/SLC7A11/GPX4 j8 ¥ 30 il Bk A 1= , 22 i I E 452 3.
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T (QDs) 2 — B ARG BT RL DB AT IR 590 2 R e 1 R TR ol A= b
OB 2 R A R i T SRS A7 SRR R T (GQDs) B BT R (CQDs) Bl AL 47 T 45 (CdTe QDs)
S5 CdTe QDs B4 82 BT B2 27 BUBOR 245 Wy ik o 3 JH T W PR A2 W MG I i ok T S 7 i i v
TR HE AN B A R AR NI, i TR B T 50 CdTe QDs 2B Y E AR Cd. 51 &L 414
Wit K4 B RAE R, CdTe QDs fEAH U ARG R 22 518 16 P R (ROS) 191 8 A2 e, M 51 i Bt i 4504k
SEAL B ORIV R BE T 45 3 AR T

BRAET Je BRI A 48 0 R PP PE A T, L 2 SRR AR AL 4 IR i AR B9 Kk A W ROS (Y HEAIN L 40 i 14 i 2 2k
P94 0 0 R A 45 ) 0y Rl o i 2500 R PR P b kB8 T 2 A D N 1 3 K 0 7 R A D R/ A R
S 1o e 3 B R P SLCTATT B T il 8 AR e H IS S AL W I 4 (GPX4) 453 B BF T 7R, SR AR PR Y
PO R BRIE T A HR AR

W5 KA — PSRBT AR AT S R e A S R LA S e g L G kI B 5T L G SR LR RE AU Y
RE 31 TRI I R S5 3R BE A AT A ] 1 ek RS R A4 i B AL L DR SR A S5 1) S 32 0 15 L % ik e R AR T e e
BT IR AR 55 2R BB 05 B A A0 SO HILIAR B9 S A N8O B L H TG TR R CdTe QDs 755 89 AT E £k
FET R JFF A8 3 9 PR 4 A T AT 58 DR e A e B R 95 3% J2 15 AE 06 3 2ok 2 i ALK Bt S 1L 18 00 B e IR AR
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1 #H5FE

1.1 XEXHE5H#

A~5 JEI% 0 HEE B BTN B BT i (202 1.5) g W) F T R 44 SE 00 sl W ot AR SR FE IR BE S (24 £2) °C
BE(60£15) Yo iy 12 h JEME /12 h Ot BEAE PR 09 23 8 By v L 4l DT 18] 7217 320 6 L ARoK K 3 HE CdTe QDs W A
v BB R R T A PR ) AT R A A R BT (ICP-MS) il 3 CdTe QDs KW Cd™*
(9 5T BV BE R 2,495 mg/ mIL. 7 S50 28 0] R IS R 2 Sl 48 B 22 D1 23 3 4it CHNSD-2023BS0803).

1.2 WE CICL /MR EHEFE

T R AR /N R L R S RN AL 6 4, BRAL 10 HLdT R CACL, 7 ~F 30 5 i (LD50) , FH i i
A3%0 0.9 % B BRER K BB 20 mg/kg (K T 8 B9 CACL ¥ W BF W, MR 98 ok B 7 IR S X 4kl s @+ (6 =
0.082 7% H 6 LM B, N 7~15 mg/kg (MR HD) o 7 BRI 28 AN [R] 57 o, B R VR O ) 8 22 WL %€ 24 h, JE
[) 1F SR HAOK B B . ie 5% 24 h R4/ R SET- 30, 2 CACLAE 24 h I/ BURY 2F B0 ) i
1.3 EXWHEBFEARARESUE

T VPR 3R /N B — R KN BB AIL 2 5 4L A 30 L as P R4, Bk R DK B AR R 200wl
A FEER K s CdTe QDs 4, Lk B Ik TE ST 2.5 mg/kg CdTe QDs; CACL, 41, ik B #f kTS 2 mg /kg
CdCl, ;CdTe QDs+HFHF Z 4 (CdTe QDs+AST 4 . & H#/NRA TR ¥E H 30 mg/kg IFF % ; CACL, +IF
HEH(CACL +AST 4 45 H4% /N REAK T B E 30 mg/kg IFH X A H 4 TAME 7.14.21 d #:47R
FE 10 6 7K A U IR I AL E o A 1) 5 BBUTS 43 07 6 JHF 20 20 R 1 A 0 Rk B i 0 5 3 o P 2L F — 80 C IR
17 T AT .qRT-PCR Fl Western blot A6l £k 58 T~ A1 3¢ 3 [H B 8 1 19 235 7E AL BRES 21 K, BUEB 4y
B EE IR U E T 2.5 Vo e e T S B WS R s P SR B 2 T AN Z R PR H
T2z 5.

PR O 5 (9 JIF 20 2 CRE i 22 0.001 g W BT d) , B T R I Mg b A 5 mL WS RR A 2 mL 2o 481k &, i3
T390 7 i, 52 RS BCHE T A B B TR AR AY B RR 2 1 s e R A4 B 1 00 il R i T T R BE 3 R BB TR
% 25 mL AR ITF TR L IR e 2 IR A1 8 L B2 3 AR A, IR B ik 3 2170 25 Pl i
FHA S84 D~ WSO 1 4SO 7 20 25 Rk ) % i, B IR AR IRLEE 600 °C , JRAKITR] 30 s, JEiF-fR il BE 1 800 °C,
JEF AL BT ] 4 s B 2 7E 4 Y0 2 S H v (9 A 40, K b 38, A s B 3, U R L DD A 4 pem IR ZLY) s
FHIRAKE RO £ g 60, 35 R D0 R A A 3l R 5 R IBURE A 7E — 80 °C vKAH M JIFAH 2L, it A 1.5 mL EP
B IF A 9 AR A IR BOR . T ok B34 BFEE .4 °C .5 000 r/min 8.0 10 min, B E W 3% BIKH) & 30 B
i 45 e H K (GSHD (I . (MDA) , B4 3 AN A 8 5 UE & T 2.5 %0 R A4 21,0.1 mol/L 1Y
WERR 22 MR VE 3 R FE IR EOE A T 1208 E 2 2 h,0.1 mol/L MIBERR S MRS UE 3 K, B iER
HEBCE 37 CHMR P Z 5T 60 CHA PR A 48 h #H TV i e )5 T8 5 i 7 B 3LBE T 2%
It RAE BRI
1.4 #IETHEXERE RT-qPCR

PLHUF2H 20 38 RNA, #5558 cDNA,RT-qPCR ¥ 4. {fi ] Primer Premier 6.0 %3514 (B 5% 22 S1).
SR F 95 C AR 10 miny 95 CAEPE 15 5,60 CiR Ak 60 5,45 MEH ;M HIZ .95 °C 15 5,65 °C 60 s,
97 °C 1 s,1 P78 H1:37 °C 30 s. LA Bractin ANB RN BMFEAREE S AELH 2 B
2 A FE R Y Rk i
1.5 kLT HHEXEH Western Blot 5347

BRI LH 2, I 2L IR A vk E R £ 2H 203,15 000 r/min B0 10 min BBV R BUHS B E R R
FHRUAR PR : (BCA) 28 it 8 11 T &t vk B A 5 85 L E 17 SDS-PAGE LUk (4545 80 V 20 min, 120 V
90 min) , B (ZAFR 90 mA, 150 min) Tris 28 thEh Tween ¥k % 2% th i (TBST) ¥k PVDF i 3 ¥k, £ 1K
10 min; M A TBST Fe & 9 5 5 4340 5 Y0 BN W5 83 £ 11 2 b, B A 25 9 TBST Wik PVDF ) 3 W, AR K
10 min; A —$T Nrf2(1 : 500) ,GPX4 (1 : 8 000),SLC7A11(1 : 8 000) ,FTH1(1 : 500),B-actin(1 *
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10 000) .4 Cid B VERE 3 . T T E —H (HRP ARiC 1 40 % 1gG 1 ¢ 10 000, HRP FRic 1 E 4/ B
IgG 1:10 00001 h, PEAR 3 WK, M ECL &G 5% . Bl FH Ak 2% & 6 5 e BUR A 4 0T 43 #r
1.6 SitESH

AT T A 45 5 45 1O S48 £ AR M5 2% 7R 8 ] Origin 2020 #4788 3143 7 I 1 4 B 2 808 1F 251k
JH Shapiro-Wilk 65 4 ¥4k L %t T 45 BE L HE 4T Tukey HJR ZERY. « KR p<{0.05, * x FiRx p<<0.01,
Fil = % % FIR p<0.001 FoRALHRL 5XF B Z I AF7E 35 22 575 # 3RoR p<<0.05, # # KR p<<0.01, # #
# R p<<0.001 Fx CdTe QDs+AST 415 CdTe QDs 4HLA K CdCl, 415 CdCl, +AST 4 Z M FE7E i 3
%5t

2 # R

2.1 CdCL 3t/MNRBFEHIEFE

SR FH A IR 52 PG 12 R S 26 S2) . 2P BOEE 301 4 I 5 70 2 17 1 B i ik 1 B S ) 3 4 CdCL 1R W - 45 77 i
H/NERAE24 hPY BOFETS 5 00 35 B R B Ik 1 5 CdCLL JF 24 h i LD50 24 11.49 mg/kg R i, 95 % F
BEARXIA R 10.408~12.687 mg/kg. #EHL CdACl, ¥ LD50 W2 1/6 1E A J5 £ 525 CACL, 41 /) FH 57 =
(2 mg/kg(fR i H)) . CdTe QDs 4 f#i A 5 CdACl, 4l [R] Cd*" & & M it #F 17 JF 229056 (2.5 mg/ke) 74 i .
22 HRBEHEBERE CdTe QDs BEMFARSHEEIL M

WE 1 RS 7,14 A 21 R L,CdTe QDs
41,CdCL 41.CdTe QDs + AST 41 CdCl, 0.16} =l
+ AST 4UF41 41U 75 5 9 035 0 T % R 41 ’

B CdTe QDs+AST
... [ CdC1 +AST ’_‘

(p<<0.001), Hth CdTe QDs 414 & w5 T ; L
CdCL, 4,1 CdTe QDs + AST 41 I % & & L oo.0s) 7 -
YR EET CdTe QDs 41(p=<<0.001), HFE% =
b ST (A K 5 L WA £
23 IREZHIE CdTe QDs S5 B A 4 I
EEZEHRG 7 14 21
Xof A JH U 240 A 25 45 0 o8 B L R R RhFRI 1]/d
AL (E 2).CdTe QDs 21 Hi BLAT 41 g /K 1 CdTe QDs (CIREFTT 281 J5) AbHE3 8 5/ BUTF 414368 A B A8 1k
#/Etl& . ﬂétl& élﬂ H@ {% {]ﬂ N 1:}‘( [E] gﬁ ﬂ] *Z{fgﬁg gff Fig. 1 Changes in cadmium content of mouse liver tissue after

3 weeks of treatment with CdTe QDs(before and after

M4, 52, CdTe QDs+ AST 410 F
R B A PR A0 MR W B 4. CdCLL, 41 K
SRR B 2 U DL e R M A R . 5 2 A
I . CdCL, + AST 4 g 5 25 Ak 1% & A fir 22
e s LU T 4 A Y B A D
2.4 WEFZEFELE CdTe QDs FSHFASR
&Sk E 1

WE 3 7, CdTe QDs 4., CdCl, 4 .
CdTe QDs+ AST 41 J¢ CdCL, + AST 4 Jif
HAH T HRIFADES TXRA (p <
0.001), CdTe QDs + AST 4 F1 CdCl, +
AST HIFH AT EMm AR EMRT
CdTe QDs #H Il CdCl, 4 (p<<0.001), H %
%5 21 K,CdTe QDs+ AST #H & CdCl, +
AST 42 #23F T X B K F-

oral administration of astaxanthin)

(a) XTHEZH ;
(b)CdTe QDs#H ;
(c)CdTe QDs+ASTEH;
(dycdcl 48

(e)CdC I ZH+ASTEA.

B2 CdTe QDs (L ARETE 2 A5 ALBE3 M 5/ RATA LRI &7
I'ig. 2 llistomorphometric analysis ol liver ol mice treated with CdTe QDs

(before and alter oral administration ol astaxanthin) lor 3 weeks
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2.5 WRERBIE CdTe QDs 5| 2 B BF A £k 1L 4 #5145

A RRALLORL P 5 45 1 52 4 (] 4 (as b)) CdTe w0 b .
QDs b J ST A 2 A B e B WO 34 L L j E Z
YR AR5 L PN 2 W 4 L B A i 2% L 1 ﬂ-wd
e RIS R A S A L B (B 4 (e d))s 55 CdTe

170 ¢ |_’T‘

5

QDs AL, O IREFF R 52k 7 CdTe QDs 2EHY
Lo A28 R ZE 8L R SZ 1 A5 B 28 A (TR 4 Ceu D).
2.6 HRBEZRBIE CdTe QDs SHHAFRERE RT |4

ok
06k e

AR/ (ng « kg™!)

CdTe QDs #1 CdCl, A ¥ 14 d J5 FFIE MDA & & 0 > " o
B e T A (p<<0.001), CdTe QDs 4 1E 45 R
21 RIS 35 5 T XML (p=0.05) . 1fif CdTe QDs+ K3 CdTe QDs (RSN 2 A JE) 2 BE3JE & /N UL 75 8k i
AST éﬂﬁ (/d(/lz +AST éﬂjﬁ%ﬂ‘%%#(@ 5(&)) JH_', Fig.3 Iron content of liver tissues of mice after 3 weeks
ib) ,EF?%?@‘IF&{E& T MDA ﬁ%%}%j&ﬂ:xj‘ Jitegis) 7]( of treatment with CdTe QDs (before and after oral

administration of astaxanthin)

SEnE 5(b) L& 714021 R, 5 XA A I, CdTe
QDs ZH I GSH & 53 8 B A% (p<<0.001) .11 CdTe QDs+AST 4 GSH /K F & FH 5 (p<<0.001).

CK CdTe QDs CdTe QDs+AST

A
S et ] kS \
P4 CdTe QDs (HUIRUFTT R ATJE) A0TH3 i JE NTALA A A 2 1k
Fig.4 Mitochondrial ultrastructural changes in liver tissuc aflter 3 wecks of treatment with

CdTe QDs (before and alter oral administration of astaxanthin)

301 () s 3000 F(b) i

sk i

Ed
¥
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3 CK

1 CdTe QDs
B cdc,

E= CdTe QDs+AST
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s * 2000 F

1000 |
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i
i
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7 14 21
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Fig.5 Changes in MDA and GSH content in liver after 3 weeks of treatment with CdTe QDs (with/without oral astaxanthin)
2.7 HRBHEHZEM CdTe QDs 3| H/NRIFESTE T
CdTe QDs Kb ¥ 7 d J5 » 5 X BEALAH /N BRUF AR R SET-AH G L FTH1 . GPX 4 Nrf2 MR B E T M
(p<<0.00D), F455 21 K,CdTe QDs+ AST 4 } CdClL, +AST 4 GPX4 # Nrf2 WELEFE LR (p<
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0.001);CdTe QDs AbFE 7.14.21 d J5,ACSL4 ik B3 LM, M5 CdTe QDs A PR AH I, CdTe QDs+
AST 4 ACSL 4 FRik B2 T 18 (K& SD).

XA, CdTe QDs A2 7 d B, JFIE A S5 IET- M G H 11 SLCTAL1.GPX4  Nrf2 335 B 2 BT
(P<20.001).5 21 RAP W FHAK T BB 2H (P <C0.001) . 1fif CdTe QDs+AST 4 GPX4 2 Nrf2 % H %k i & It
s H CdCL, +AST 41 GPX4 & KB E T AWK E Z a5 K- CdTe QDs 43 7 d J5 B m FTH1
FHMEILHE 14 K FTHI A RX D EBEM, HE 21 ROV TIRKFE, th 45 R 55 52K 45 8 — 3
(BfF sk & S2).

3 i i

CdTe QDs PR H g5 HAG 75 0% 2 R M 1 2 By B2 25 U B A B R i I i B T HE AR 4R Cd
T T A= 49 15 2 45U 1 22 4 e o7 JH 38 i — 8 i 4 5 . Cd Te QDs 19 75 RV F 32 2 58 5 0] 380 40 0 7 A= ik e 10
ROS, Tii & ROS K229 5 A A0 N S g 0 il A Ak S 3R bR & A D RE B g, e A g R A Ml f kL 2 R
A At T,

1F 5% 26 B, 6 35k o - o %t I 2L 3 4 A B LA BE M AR L 2 S B0 BURFIE 2B IR0 20 % A= 45145511 . Cd Te
QDs #E AU — B ] J5 23 20, i B 1) Cd™ " S IFRESF L 80 Z B KB I B R S 5 R 41 U85 L AR
W A FE T A, Cd* T R AR N B A AE Yk L AT gk 35t RS L Ot e 45 R R, Cd Te
QDs fil CACl, &b B J5 69 FFAE R 2] Cd** (K 1, H5 CdCL 4, CdTe QDs F8E £ 441 Cd* Ui
R A 53 7 2 & 3/ BB K 5 Cd Te QDs J& - ZEIFIE L2, CdTe QDs 4132 38 HY 30T 41 i /K A 42
P L 5 20 IR A [ 4 R i S R (TR 20 AR ANIF 5 3 7 o 3 3 400 o) 1 s R 4 O T B RB A 4 B IR
CdTe QDs i AIAAET- F, X L CdTe QDs A iEHE S H B X 40 st -, 55 — IR Ah S2 56 & #HL
CdTe QDs ¥l /b Nrf2 , DTS00 2R ER 111 W, 5 S5O0 b PN e 8 2k 2 i 16 22 () A 400 i % 2 17 B Bt S 1k R
TR R 8, 45 L ERIET- T HES 5 CdTe QDs ¥ S AN I AL T AR B 5T, CdTe QDs K CdCl, &b H 5 AT
I A 5 e 14 d R o R (IR 3) o 3R B BT IR 42k A 25 AL mT B flk & AP IO & 2B kBT T

ALK EE R 25 F R . CdTe QDs Ab 35 SURIE p S FR $ic it vl b, Sk i i i o 185 %% 1 1] fl 344 055
L3 I LORL AR S B AL NS DU, R R U DT S A O R R 2 B L (L 4) . R W) CdTe QDs
A B 25 T B LR R 45 4 32 B K.

YR ITRLE S ROS 2o 877 2 S 4 AL 5 B Ak 700 =2 8] 00 5P o 1 5 15 00 W0 38 Ak 20 25 P 0Dk 250k 4 45
14 P Ak 22 A A A B R RN G 28 I 5 R 28 2 TR 2 950 5 400 M I T i o i ARk 7 R B R o AR AR A A
58, CdTe QDs Jz CdCl, b FRH S EUFIEf MDA &8 W& 585,55 21 R CACL AR () MDA /K5
X B 22 S T g i 0 X B T R S PR ROR RS MDA ZKF- T 55 5 i [ AR PE L 5 7T BEAE — Be i
R B CdTe QDs Z4bBJG 21 d. AFIF MDA 7K A% 8 2 8 T X B 41 K F. [ i CdTe QDs K CdCL,
b B S IFE R GSH & it i 25 FRAIR (B 5) L, BB CdTe QDs b 35| Ak I 3 12 i i S k.

BRACT 2 ph B DR R 95 1) 400 M A T, A0 HE I SR /4% R R 1) e 32 B 1 b B I R SLCTALL R R A
GPXA. WA, 5 E Ak N 3AH OC 1Y Nrf2 Bl o 2 P38 12 & A= i Qi 1'% U Nrf2 7] LAY J SLC7AL1-
GPX4 Mk ¥ GSH & i, GSH 2L T M i 8 11 GPX4 MY, GSH #6385 1 5 3 GPX4 7K
S REAR , AT B BE T 19 & 2 N f2 996 A id mT A2 1 2k 2 11 (FTHL 9 A48 B IE & 1B B0 T, 48 Jfd s o i 42
AR b i FTHL BERER A W AR F R e, 2o i 09 8k 25 51 & 25 10 5 07 DA T 5 35040 i & 26 R o it
AL A B, ROS RE 5 8 IS A4 22 A1 FRS B R (PUF As) K2 0, 76 3 B v L B RE A B A & 0B K B 52 6
B ACACSLO) B 5iE R RS Atk A FEPIET- 1 KA AR5 H . CdTe QDs K& CdCl, &b S 2F
Erh FTH1.GPX 4, Nrf2 (%5 5K B & FEAK (K S1) . ACSL 4 1% 5K S 8 25 TH i, 8 KR 55 5
KPS R —F, B SLCTALL 8 1R IRKF B FEAR (B S2) . Nrf2 mlid@ i i SLC7AL1 838 GSH & i,
M EJH GPX4 g ik MR IE T & A=, W A BTt CdTe QDs b 3 5 25 B (K FIE GSH 7K F-, I B AR
Nrf2 SLC7A11 K& GPX4 ik RIFHE WL E] CdTe QDs AbHE 5] ) GSH /K1) & 2 F I, X sb gt 3%
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Bi,CdTe QDs Al fEiH 3 Nrf2/SLC7A11/GPX4 15 53 H 8 5 IF e 2k A8 770 2.

WG AH R SE K B0 2445 & f A R L CdTe QDs % HK-2 48 il i 3 5 25 T CdCL, » 4R & &Y CdTe QDs
SHBFLE 3 R ABC ¥z 8 A BRI R T CACL ™ ABFFEH . CdTe QDs K CdCl, 2 [R5 & & AL B, H 4b
HJ CdTe QDs 447 1 3 R T CACL 41, 3%/l RE5 P& M2 ) 1% 22 56 56.CdTe QDs 7Eshi & N i 15
FRF IR CACL K XA CdTe QDs Al BEHA AR FIERE M. A58 CdTe QDs 15 5™ 5 14 1 IE 45
Y. [, CdTe QDs HEL & AL R E & T CACL 20, 455 BRIE T M il 3k N b 4 i R LR B, CdTe QDs Ak
HE 15 S IR SE TR A CACL Ab B 2% O F it F A B b & R i RURLAR B /N X B A 5%
Mk 0 3K 1A CdTe QDs 5 R FAERFET RS T AE 5 Cd™" K CdTe QDs M HEME A 5.

WFoT 2B, B Rl i) Keapl/Nrf2 {5538 i AR A S 00 40 M 0 1723l i B E s I &S 5 R A
COTATES Y0 451405 B S8 A B 32 L 3 5 30i% Nrf2/HO-1 {5 5 38 B ol 35 X 2 B & 58 8 5 5 00 I
TS ARBEE L CdTe QDs+ AST 4l CACL, +AST HACFR 5 , BT B P (1048 & B 42K T CdTe QDs K
CdCl, &b B J5 - E v i 5 7 it (L D AR EUE AR RS 45 5, CdTe QDs+AST 41 #l CdCL, + AST b #E¥
% 58 4 T B P IO e 25 AR 6 A 00 DAL 7 R D i AR R L 220, FLER 35 3R IR A IDE v & LR B i e 0 AT B
SR A3 WA A P 0% 6 OB AR BF 9 8 s 5 2R 5 I Sl s e T AR 2 B L B (TR 20, RN R A
Zifit CdTe QDs 5 M JFMER 05 97 . EAPSEIRE R )5 . CdTe QDs+ AST 20 JHE b (9 8k 2 i 4523 X5 IR
AR 3D, B U IRER T R BRI AT CdTe QDs 51 AR AR G A7 A1 38 IR 75 3R Ji5 2 R 05 25 6L 1% 10
AH S A5 B30 5 X002 IR 445 4 A R Hh B 405 15 1 (T 40 11 iR BR 55 2 )5 16 A 48 1l CdTe QDs & CdCL, 52 1)
GSH #E35 L) Bz MDA (13 5 35 (] 5) , R W 1 IR 75 R ABUE 52 % CdTe QDs 51 1 JHFIE Ak 1 38 S A ot iet 4 Ak

AT SY B0, W A TV B2t Nef2/SLC7ALL/GPX4 il 35 258 715 538 8% . L3l PM2.5 4 514
ANEUAR Y RIS AL IR R R B E M T CdTe QDs AbBRFEAL Nri2 Jr GPX4 13 K K 2 (1K
(P ST, S2) L LK SLCTATL B8 K5 T CdTe QDs A0 HR 5| A9 JF I 2k 58 T2 DA 1 4 0 L 8 5 2%
AT D I o i Bt B A K O L 9 T RS AT Nrf2/SLC7A11/GPXA 5538 s Ik CdTe QDs 4bH 5| 2 114 JiF
IR 42k BE T 28 fiff JFF JIE 4 473

25 b AR SCUE SEAR T R B S CdTe QDs 2 88 51 A2 19 /0N BRUTF Ik 21 8Ui% 010 17 38 B i o 2ot 4504k (B AIG
JHF A 2 BRI VR AR 2R A A8 405 e A1, R R AT BE T i Nrf2-SLC7A11-GPX4 5 53 B #] CdTe QDs %S
(/N BRUBF IR BE T, T8 Cd Te QDs 75 5 (9 I8 3. S8 1T , 47 75 5% CdTe QDs 1755 1Y AT IE4R SE T2
JHEA 403 1 98115 ML A e it — 2D S

Bt 5% B F R (DO1:10.16366/j.cnki.1000-2367.2023.03.09.0002).
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A preliminary investigation on the mechanism of delaying liver injury
by CdTe QDs with the addition of astaxanthin

Chen Jianjun, Guo Suqi
(College of Life Sciences, Henan Normal University, Xinxiang 453007, China)

Abstract: Cadmium telluride quantum dots(CdTe QDs)have attracted wide spread attention from the scientific commu-
nity due to their biosafety and health risks. The aim of this paper was to investigate the role of ferroptosis in the attenuation of
CdTe QDs-induced liver injury in mice by astaxanthin(AST)and its possible mechanism. The results showed that CdTe QDs ac-
cumulated in the liver and caused obuious histopathological damage, which was significantly alleviated by the addition of astax-
anthin. More over, astaxanthin significantly alleviated the increased levels of lipid peroxidation induced by CdTe QDs. The ex-
pression levels of ferroptosis markers Nrf2, SLC7A11, FTH1, GPX4 proteins, liver iron content and mitochondrial structure
were examined and observed, and it was found that astaxanthin decreased ferroptosis-related protein levels and liver iron con-
tent and attenuated mitochondrial damage. More over, the expression of ferroptosis-related genes was examined and the trend
was found to be consistent with the protein levels. The above results suggest that astaxanthin may inhibit ferroptosis and allevi-
ate liver injury by activating the Nrf2/SLC7A11/GPX4 pathway.

Keywords: astaxanthin; CdTe QDs; ferroptosis; liver injury
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Tab. S1  Real-time fluorescent quantitative PCR primer sequences
EIEZ R NCBI % 5 IF 55" —~3")

acsl4 NM_001033600 F.:GGAGTCTACTGGCGTCTTCAC

R:ATGAGCCCTTCCACGATGC

gpait NM_001037741.4 F.:GATATGTTCGGAGGTGCGCT
R:ATGTTGCATGGTGCTTGCTG
nrf-2 NM_001399226.1 F:CTACAGTCCCAGCAGAGTGAT
R: TCCTTCCAAAACTTGTACCGC

fthl NM_010239.2 F.CGAGTCAGAACCTCAGCC
R:CCTTGCTCCCCCTCATCC

Bractin NM_007393.5 F:GGAGTCTACTGGCGTCTTCAC

R:ATGAGCCCTTCCACGATGC

RS2 FHEAKREMNELER
Tab. S2 Medial lethal concentration
4531 B E/ (mg » kg™ D) 7 £ % 4L FET-HL FET- %

1 0 0 0 Oa

2 7.00 1.176 0 0
3 8.46 1.093 3 0.3
4 10.25 1.011 5 0.5¢
5 12.40 0.928 5 0.5¢

6 15.00 0.845 10 1d
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Fig.S1 Effect of CdTe QDs(with/without oral astaxanthin) on hepatic ferroptosis-related genes after 3 weeks of treatment
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Fig.S2 Changes in hepatic ferroptosis related proteins after 3 weeks of treatment with CdTe QDs(with/without oral astaxanthin)
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