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Fig. S1. AAV-mediated TXNIP knockdown attenuated SAP in mice. (A) Statistics
showing pathological injury in the pancreas of mice in different group (n = 6 / group).
(B) Representative histological H&E staining images in kidney of mice in different
group. (n = 6 / group). Scale bar =50um. (C) Statistics showing pathological injury in
the kidney of mice in different group (n = 6 / group). (D) Representative histological

H&E staining images in lung of mice in different group. (n = 6 / group). Scale bar



=100pum. (E) Statistics showing pathological injury in the lung of mice in different
group (n =6/ group). ** p <0.01, *** p <0.001, ns p > 0.05.

O N
_— Q"\’Yﬂs\g By
CQQ $ C§< "9\& 204 *h *k

&
1

ns

ns

df 1l

CPX4 ACSL4

=
T

=
b

©
protein/fGAPDH(fold change)

=

[JcFP
[Jsitxnip

B GFP+L-Arg
s TXNIP+L-Arg

Fig. S2. TXNIP mediates oxidative stress during SAP. (A) Protein levels of GPX4
and ACSL4 in the AR42J cells induced by L-Arg in different group (representing three
independent experiments). GAPDH as a loading control. * p <0.05, ** p <0.01.
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Fig. S3. ASK1 mediated the effect of TXNIP on oxidative stress during SAP. (A)
Statistics showing pathological injury in the kidney of mice in different group (n =6/

group). ** p <0.01.



