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1 We generated human PRDX4 (hPRDX4) transgenic (Tg) mice, displaying a high level of hPRDX4
expression in the pancreatic islets, and then focused on the functions of PRDX4 in a type 1 diabetes
mellitus (T1DM) model using a single high dose of streptozotocin (SHDS). After SHDS-injection,
Tg mice showed significantly less hyperglycemia and hypoinsulinemia and a much faster response
on glucose tolerance test than wild type (WT) mice. Upon comparison between these two mouse
models, B-cell apoptosis was also repressed, and reversely, -cell proliferation was enhanced in Tg
mice. Real-time RT-PCR demonstrated that the expression of many inflammatory-related molecules
and their receptors and transcription factors were significantly down-regulated in Tg mice. These
data indicate that PRDX4 can protect pancreatic islet B-cells against injury caused by
SHDS-induced insulitis, which strongly suggests that oxidative stress plays an essential role in
SHDS-induced diabetes.

2 To define the role of PRDX4 in atherosclerosis, we generated PRDX4-Tg and apoE knockout mice
(hPRDX4-Tg/apoE ""mice). En-face quantitative and sectinal analysis of aortas demonsurated that
atheroscleroosis in hPRDX4-Tg/apoE "'mice fed a 1.25% cholesterol diet for 12 wk were decreased
up-to 40-50% compared with apoE™". These indicate that PRDX4 may be a suppressive factor for

the progression of atherosclerosis.
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