
A592 | Journal of the Endocrine Society | doi: 10.1210/jendso/bvaa046

A592JESOCI, Volume 4, Abstract Supplement, 2020

Adipose Tissue, Appetite, and Obesity
OBESITY TREATMENT: GUT HORMONES, DRUG 
THERAPY, BARIATRIC SURGERY AND DIET

Hydroethanolic Extract of Lampaya Medicinalis Phil. 
(Verbenaceae) Decreases Intracellular Triglycerides 
and Proinflammatory Marker Expression in Fatty 
Acid-Exposed HepG2 Hepatocytes
Paulina Ormazabal, PhD1, Sofía Sanhueza, MSc2, Karin Herrera, 
MSc2, Mariana Cifuentes, PhD2, Rosaria Varì, PhD3,  
Beatrice Scazzocchio, PhD3, Roberta Masella, PhD3,  
Adrián Paredes, PhD4, Glauco Morales, PhD4.
1Institute of Health Sciences, Universidad de O’Higgins, 
Rancagua, Chile, 2Laboratory of Obesity and Metabolism in 
Geriatrics and Adults (OMEGA), Institute of Nutrition and 
Food Technology (INTA), Universidad de Chile, Santiago, Chile, 
3Center for Gender-Specific Medicine, Istituto Superiore di 
Sanità, Rome, Italy, 4Laboratorio de Química Biológica, Instituto 
Antofagasta (IA) and Departamento de Química, Facultad de 
Ciencias Básicas, Universidad de Antofagasta, Antofagasta, Chile.

MON-600
Background: Non-alcoholic fatty liver disease (NAFLD) 
is the most common hepatic chronic disease worldwide. 
NAFLD is characterized by an abnormal triglyceride 
(TG) accumulation (steatosis) in the liver, that may lead 
to hepatic inflammation (1). DGAT2 is a key enzyme that 
catalyzes the final step of TG synthesis and whose expres-
sion is elevated in NAFLD (2). FABP4 is a transporter of 
intracellular lipids and its levels are related with inflamma-
tion, characterized by a high expression of proinflammatory 
cytokines such as TNF-α, IL-6 and IL-1β. Palmitic acid (PA, 
C16:0) and oleic acid (OA; C18:1) are two of the most abun-
dant fatty acids that participate in the formation of TGs in 
hepatic cells in vivo and in vitro (3). Lampaya medicinalis 
Phil. (Verbenaceae) is a small bush that grows in the “Puna 
atacameña” in the North of Chile. The infusion from leaves 
and aerial parts of the plant has been used by local ethnic 
groups to treat and cure inflammatory diseases (4). The 
aim of this study was to assess in vitro the effect of the 
hydroalcoholic extract of Lampaya medicinalis (HEL) 
against OA/PA-induced steatosis and proinflammatory 
marker expression in HepG2 hepatocytes.
Methods: HEL (0.01, 0.1, 1, 10 μg/mL) cytotoxicity poten-
tial (48 h) was evaluated by Trypan blue exclusion. Cells 
were exposed for 48 h to 1 mM OA/PA (2:1) in the presence 
or not of 0.01 or 10  μg/mL HEL. Intracellular TGs were 
assessed with Oil Red O staining and quantified with Nile 
Red reagent by fluorimetry. mRNA expression of DGAT2, 
TNF-α, IL-6 and IL-1β was evaluated by qRT-PCR. FABP4 
content was assessed by Western blot. The levels of TNF-α 
and IL-6 in the culture media were analysed by ELISA.
Results: HEL was not cytotoxic at any concentration 
assessed (n=4; p>0.05). The increased content of TG in-
duced by OA/PA was reduced in the presence of HEL 
(n=7; p<0.05), showing a strong consistency with Oil Red 
O staining. The increase in the protein content of FABP4 
as well as the increment in mRNA expression of DGAT2, 
TNF-α, IL-6 and IL-1β induced by OA/PA were lower in 
cells co-exposed to HEL (n=6-9; p<0.05). The incubation 
with HEL+OA/PA reduced proinflammatory cytokine levels 
in culture media compared to cells exposed to OA/PA alone 
(n=6-7; p<0.05).

Conclusion: HEL reduces the OA/PA-induced increase in 
intracellular TG, DGAT2 and proinflammatory cytokine ex-
pression and FABP4 content, as well as the levels of secreted 
proinflammatory cytokines in HepG2 cells. These findings 
suggest a protective role for HEL against OA/PA-induced 
steatosis and inflammation, and therefore that Lampaya 
medicinalis may represent a promising therapeutic tool for 
pathologies such as NAFLD.
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Background:
Craniopharyngiomas, while benign, have the highest mor-
bidity of all pituitary tumors. Hypothalamic obesity (HO), 
one of the most devastating consequences, is commonly 
studied in the pediatric population, but few data are avail-
able on weight and other metabolic outcomes in adult-onset 
craniopharyngiomas (AOCP).
Methods:
We conducted a retrospective chart review of 49 adult 
patients with AOCP who underwent surgery between 
1/2014 and 5/2019 at an academic pituitary center. Weight, 
BMI, metabolic diseases (type 2 diabetes, hypertension, 
hyperlipidemia, cardiovascular disease, OSA), and pi-
tuitary hormone deficiencies were recorded pre-surgery 
and at last follow up and analyzed using paired t-tests or 
McNemar’s test.
Results:
Median age was 56 years (51% women), 45% had >1 sur-
gery (range 1-5), and 49% had radiotherapy. Of 72 total 
surgeries, 54% were craniotomies and 68% of surgeries 
resulted in subtotal resections. Median follow up was 
25 months. Median BMI was 29.2 and 30.5 kg/m2 at base-
line and at last follow up, respectively. Weight was higher 
at last follow up (mean increase 2.7 kg; p=0.043), with an 
average of 4% weight gain. Patients with baseline normal 
and overweight BMI had significant weight gain (mean 
increase 5.1  kg, p=0.045; mean increase 5.5  kg, p=0.015 
respectively), while those who were obese at baseline did 
not (mean increase 2.0  kg, p=0.302). The proportion of 
patients with obesity (BMI>30) increased from 37% to 53% 
(p=0.008). 31% of patients had >5% weight gain, with mean 


