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CT-26 Therapy by ""Lu-DMSA@SPIONSs
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Figure S1. Individual tumors growth for CT-26 mouse tumors: untreated control (A), treated by
non-labeled SPIONs@DMSA (B), injected by 3.70 MBq/50uL/100 mm? of tumor once at day 0 (C)
or twice at days 0 and 5 (D).



4T1 Therapy by ""Lu-DMSA@SPIONs
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Figure S2. Individual tumors growth for 4T1 mouse tumors: untreated control (A), treated by
non-labeled SPIONs@DMSA (B), injected by 3.70 MBq/50uL/100 mm? of tumor once at day 0 (C)
or twice at days 0 and 5 (D).
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Figure S3. Body masses of mice bearing CT-26 or 4T1 tumor treated by single or repeated
therapy approach as shown in Figure S1 and Figure S2.
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Figure S4. Individual tumors growth for CT-26 and 4T1 mouse tumors treated by 1.85, 3.70 and
9.25 MBq/200ug/50u11/100 mm? tumor: untreated control (A,F), treated by 77Lu-SPIONs@DMSA
at 1.85 MBq (B,G), 3.70 MBq (C,H) or 9.25 MBq (D,I) dose. The correlation of the estimated
tumor volumes and excised tumor masses at day 14"(E,]).
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Figure S5. Histopathology of CT—26 and 4T1 tumors from Fig. 8 magmflcatlon 400-times.

Histo-pathological analysis of liver and kidney of control and treated animals

We investigated histo-pathological patterns of liver according to specific type of hepatotoxicity

lesion:

1. zonal degeneration/necrosis,

2. cholestasis (inflammation - cholestatic hepatitis or it can be bland - without any parenchymal

inflammation),

3. non-specific hepatitis (scattered foci of cell necrosis may accompany lymphocytic infiltration),



4. steatosis (hepatotoxicity may manifest as triglyceride accumulation, which leads to either
small-droplet (microvesicular) or large-droplet (macrovesicular) fatty liver), as well as

5. vascular lesions (especially venooclusive disease that results from injury to the vascular
endothelium).

Results: There were no histo-pathological signs of hepatotoxicity in CT-26 animals, however the

very slight microvesicular steatosis was found in 4T1 animals.

Kidney damages induced by nephrotoxicants consideration between acute kidney injury (AKI)
and chronic kidney disease (CKD), both in terms of the rate of functional decline and the length
of time that renal function is decreased.

Histo-pathological patterns of kidney damage include changes to the tubules, glomeruli, the

interstitium and the intra-renal blood vessels. They can represent as:

1. parenchymatous degeneration of the epithelial cells of proximal tubules,

2. cell death and loss of the brush border membrane and polarity,

3. proximal tubule necrosis and

4. vascular lesions.

Proximal tubules are the primary target of a majority of nephrotoxicants.

Results: We only found parenchymatous degeneration of the epithelial cells of proximal tubules

as slight changes in 4T1 animals and moderate changes in CT-26 animals.
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Figure S6: Histo-pathological analysis of liver and kidney of control and treated animals




