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Editorial OMICS Internationg

yroid cancer is the most common endocrine malignancy. Most
thyroid cancers originate from thyroid follicular cells [1]. ere are four
histological types of thyroid cancer papillary thyroid carcinoma (PTC),
follicular thyroid carcinoma (FTC), poorly di erentiated thyroid cancer
and anaplastic thyroid carcinoma (ATC). Papillary thyroid cancer
(PTC) accounts for more than 85% to 90% of all thyroid malignancies.
In particular, PTC and FTC are considered as di erentiated thyroid
cancer (DTC) and the current treatment for DTC remains surgical
intervention, with in some cases adjuvant radioactive iodine therapy
(RAI). Importantly, recurrent and RAI refractory DTC, poorly
di erentiated thyroid carcinoma and ATC are very aggressive [2,3].
e recent advances in the understanding of molecular pathogenesis
of thyroid cancer have signi cantly improved the treatment strategies

and the clinical management of patients with aggressive thyroid cancer.
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in preclinical mouse model of ATC [24] and the HDAC inhibitor
valproic acid signi cantly increased the anti-proliferative e ects of
doxorubicin [25]. e proteasome inhibitor Car Izomib enhances the
cytotoxic activity of CUDC 101, a dual inhibitor of EGFR and HDAC
[26]. Moreover, HDAC inhibitor and PARP inhibitor in combination
inhibits ATC cell proliferation [27]. A pilot clinical study suggests that
Pazopanib in combination Paclitaxel is a promising therapeutic strategy
in ATC [28].

Although these studies have shown very encouraging results in
DTC, several adverse e ects (stage Ill and IV) have been reported with
these anti-neoplastic agents, leading to a dose reduction or exclusion
of patients from clinical trials. e most common side-e ects reported
were skin rashes, hypertension and cardiomyopathy. As shown in some
preclinical studies and mentioned above, combination therapy of these
drugs over monotherapy leads to promising results. erefore, further
studies investigating the side e ects of the drugs in combination and
the mechanism of resistance developed by the tumors and markers of
response to the treatment are highly needed.
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