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Wehave discovered away to cure type 1 diabetes in amouse
model that closely resembles the human disease.
Specifically, we are able to genetically modify blood cells
from affected individuals and re-infuse them back to rescue
insulin-producing beta cells being destroyed by the immune
system.When autoimmune diabetes affects the youth, it is
known as Juvenile or type 1 diabetes (T1D). It is named
Latent Autoimmune Diabetes of Adults (LADA) when it af-
fects adults. T1D affects about 1 million people in the USA.
LADA is estimated to affect at least 10% of the type 2 dia-
betes population (about 30 million patients in the USA).
Combined, 4 million people live with the condition.Can
you imagine reversing type 1 diabetes at once?
Autoimmune diabetes as a whole is a disease without a
cure that is chronically managed with insulin replacement.
Even under best management, diabetes complications
shorten life expectancy, including blindness, amputations,
and kidney failure. These are the population that will bene-
fit from our technology. Starting with new-onset diabetes,
the technology can benefit almost any patient with auto-
immune diabetes.Our group has developed two currently pa-
tented technologies that achieve the goal of reversing type 1
diabetes (our value proposition). One is a new spontaneous,
humanized, transgenic mouse model of human T1D (1). The
other one is an adoptive cell transfer (ACT) therapeutic ap-
proach for T1D (2). A 30-day pre-clinical study in which ani-
mals with diabetes were treated with this therapeutic
approach provided the proof-of-concept that diabetes CAN
BE CURED.Our technology involves a standard-of-care ap-
proach already Federal Drug Administration (FDA) ap-
proved for cancer treatment (ACT of Chimeric Antigen
Receptor, CAR, T cells). We have the materials and know-
how needed for the large-scale pre-clinical trial we are cur-
rently running. This will generate the necessary data for
Investigational New Drug, IND, FDA filing so human clinic-
al trials can be carried out.
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Hereditary pancreatitis, with mutations such as SPINK1,
CFTR, CTRC, is an underdiagnosed cause of chronic pancrea-
titis leading toType3cDiabetesMellitus.1 The typical disease
course for hereditary pancreatitis is recurrent episodes of
acute pancreatitis that leads to chronic pancreatitis.1 The
average time between hereditary pancreatitis diagnosis and
development ofDM3chas been shown to be 80+/- 24months.1

We present a case of previously undiagnosed hereditary pan-
creatitis presenting as new onset Type 3c Diabetes Mellitus.
ClinicalCase:A33-year-oldmale presentswitha twomonth
history of diarrhea, epigastric pain, and weight loss. Vital
signs on presentation were blood pressure 105/74, heart
rate 59, BMI 13. Physical exam revealed a cachectic appear-
ing male with epigastric tenderness. Lab-work showed blood
glucose 819mg/dL, SOsm 313mOsm/kg, lipase 21U/L, bicar-
bonate 33 mmol/L. A computed tomography (CT) of the abdo-
men revealed punctate pancreatic parenchymal
calcifications, suggestive of chronic pancreatitis. He was ad-
mitted to general medicine for management of HHS, where
he was treated with IV hydration and insulin therapy.
Workup for new onset diabetes revealed a negative anti-
GADAb<5.0U/mL, andCpeptide level 0.5 ng/mLwhich sug-
gested β cell dysfunction and decreased endogenous insulin
secretion.With these lab values, alongwith radiographicfind-
ings consistent with chronic pancreatitis, the likely driving
factor for his diabetes was pancreatic disease and he was di-
agnosed with DM3c. Severe pancreatic disease was further
shownby a reduced fecal elastase level of<50, suggesting exo-
crine pancreatic insufficiency. Investigating the etiology of his
chronic pancreatitis, history revealed no prior episodes of
acute pancreatitis or abdominal pain, and no family history
of pancreatitis.Workup for common causes of pancreatitis, in-
cluding alcohol use, hypertriglyceridemia, and gallstones was
negative, and genetic workup was pursued. The patient was
found to be heterozygous for a SPINK1 mutation, which is a
known mutation in hereditary pancreatitis.1 Therefore, her-
editary pancreatitis was determined to be the likely cause of
his chronic pancreatitis which led to Type 3c Diabetes
Mellitus. Hewas started on daily insulin therapy and pancre-
atic enzymes for his endocrine and exocrine pancreatic dys-
function respectively, with improvement in symptoms.
Conclusion: This is a unique case of hereditary pancreatitis
presenting as new onset Type 3c Diabetes Mellitus with no
prior episodes of acute pancreatitis or established diagnosis
of chronic pancreatitis.
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