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Abstract: Ferroptosis is a newly discovered cell death process related to iron-dependent lipid peroxidation
metabolism. The coordination of epigallocatechin-3-gallate (EGCG) and Fe'" formed Fe"EGCG network
structure. Then, ferroptosis inducer sorafenib (SRF) was loaded on Fe"EGCG network structure to prepare
SRF@Fe"EGCG nanocomplex. The particle size and Zeta potential of SRF@Fe"EGCG nanocomplex and

the mass fraction of each substance in SRF@Fe"EGCG nanocomplex were tested. The encapsulation rate

and drug loading of SRF in SRF@Fe"EGCG nanocomplex were measured. Cell tests in vitro showed that
SRF@Fe"EGCG nanocomplex had obvious inhibitory effect on the growth of Hela tumor cells, and the
survival rate of tumor cells was about 30%. In addition, it was found that the nanocomplex had a synergistic
effect on tumor cell growth inhibition in various forms, and induction of cell ferroptosis was indeed one of
the ways of action of the nanocomplex.
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Fig. 1 Schematic diagram of nanocomplexs preparation
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RHiFEJE (SRF ), HALT-Mii5 Ferrostatin-1
(Fer-1), AR, LM # b= FE R A BB F

AT M (DFO), AR, %[ Supelco AT ; #
KETFILAREE FIRE (EGCG ), AR, LigHTH;
TP AR A R ; FeCl3s6H,0, AR, Kift
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1.5 SRF@Fe"EGCG MK & & ™ SRF G0

HAEWNE
1.5.1 SRF 47/ ¥ £, 69 2 %)

(1) s

CFERE A AR CL8 A5 M shAH N V)  VOK)=
70 : 30 IR AR (S IRFREL 2% VKBS TR ); Wil
AV : 1 mL/min; RGP : 254 nm; dFFEH
20 uL; HEdE: 30 °C,

(2) MEJ . K SREE T—E I EEp,
Bl 1000 pmol/L AYREWE , 43 il i e vk B2 R 50,
100, 200, 300, 400, 500, 600 umol/L f¥] SRF %
W, JFAE 254 nm AT 4T HPLC Wi . 75
AU T B NAE B, SRF ¥ ((pmol/L ) M ALFR,
# O SRF bR A M 2, ArdE & oy BN
y=27724.78008x— 263873.45467, R*=0.99931,
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i 0.2 um A HLIERE (JETE 66 ), FE 254 nm P T ik
AT HPLC W5 , K45 20 f% s 1 AR AT SR AT AR 1
it iEg 2] SRE W, #F—P X (2) it
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Hela AL [AI0%F 24 h, BRI EXTBRY . 51
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T
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Fig. 2 Particle size distribution of SRF@Fe " EGCG
nanocomplex
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Fig. 4 Mass fraction of SRF@Fe"EGCG nanocomplex
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Fig. 6 Self-cytotoxicity of ferroptosis inhibitors
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