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Figure S1. Synthesis and characterization of tetrazole compound. (A) Synthesis of tetrazole

compound. (B) Mass spectrum of tetrazolium compound. (C) '*C NMR of tetrazolium

compound.
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Figure S2. In vitro chemodynamic activity of MPG NPs. (A) The remaining percent of MB
after different treatments. (B) Photographs of Mn3;O4@PEG NPs after exposure to different
concentrations of GSH. (C) Photographs of Mn3;O4@PEG NPs reacted with GSH for 5 min and
dispersed in aqueous solutions of different pH for different times (D) The remaining percent of
MB after treatment with different concentrations of MPG NPs. (E) The remaining percent of
MB after different concentrations of Mn3;O4@PEG treatment. (F) MB degradation efficiency
after treatment of different samples. (G) Quantification of DCF fluorescence in SGC 7901 ADR

cells after different sample treatments.
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Figure S3. Cell uptake and affinity analysis, and in vivo and in vitro quantitative results. (A)
Fluorescence images of SGC 7901 ADR cells incubated with MPG NPs for different times. (B)
Fluorescence of SGC 7901 and SGC 7901 ADR cells with or without GMBP1 blockade. (C)
Quantification of the fluorescence intensity of SGC 7901 ADR cells incubated with MPG NPs
for different times. (D) Quantification of the fluorescence intensity of SGC 7901 and SGC 7901
ADR cells incubated with or without GMBP1 blockade. (E) Quantification of in vivo MRI

signal intensity.
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Figure S4. Quantitative results of in vivo synergistic therapy. (A)-(E) Quantification of
bioluminescence imaging signal intensity in each group of mice within 20 days. (F) Tumor
weight of mice in each group. (G) Changes in body weight of mice in each group within 20

days. (H) Number of TUNEL-positive cells in tumor sections of mice in each group.
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Figure S5. In vivo toxicity of MPG NPs. (A) Hemolysis rate of Mn;O4@PEG, PDA, GMBP1
and MPG NPs. (B) Body weight changes of mice within 14 days. (C) Pathological features of
mice within 14 days. (D) H&E staining images of the heart, liver and kidney of different groups

of mice.



Table S1. Statistical analysis of pathological manifestations of mice within 14 days.

Day 1 23 4 5 6 7 8 9 10 11 12 13 14

Characteristics  Groups The number of mice

GMBP1 o1 00 0 0 0O0OOO O 0 O0 o0
Hair Mn;O4@PDA 4 3 2 3 2 4 0 0 4 2 2 2 2 4

MPG 220 1 1 41 213 0 1 1 1

GMBP1 o1 0 0 00 O0OOOO O O o0 O
Eye Mn;O4@PDA 2 3 3 3 1 2 0 2 1 1 1 O O 2

MPG 3 233 4121 11 1 0 1 1

GMBP1 o0 0000OOOOO O 0 o0 o0
Bradykinesia ~ Mn;O4@PDA 1 0 0 0 0 0 0 0 0 O O O O O

MPG o0 00 00 O0OOOO O O0 o0 o0




