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HX301, a First-in-class ARKSI, Demonstrates Antitumor Activity In
Preclinical HCC Models with High ARKS/myc Expression
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Figure 3. The mean body weight after treatment of HX301 in PDX
models of L16610, LI16650, L16652

Hepatocellular carcinoma (HCC) is an aggressive malignancy of high
mortality, the sixth most common worldwide, with few treatment options.
Current drug treatments, including chemo-/targeted therapies (e.g.,
sorafenib), are usually ineffective in the advanced HCC patient population,

Table 1. RNA expression level of ARKS and Myc genes in the PDX models of LI1035, LI16610,
LI6650, and LI6652.
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was evaluated in HCC over-expressing both ARKS and c-myc.

Methods

A panel of subcutaneous HCC patient-derived xenograft models (PDXs)
were genomically profiled by whole transcriptome sequencing (RNA-seq).

Figure 1. The response of HX301 in PDX model of LI1035
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Selected models, with different expression of ARKS and c-myc expression, Mean Tumor Volume * SEM (LI11035) Mean Body Weight * SEM (LI1035)
were assessed pharmacologically using daily dosing of 100 mg/kg HX301. 1200 | 30.0 - Treatment Day
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g 300 - S 75 myc. HX301 has the potential to be a first-in-class ARKSIi candidate for
HCC-PDX models LI1035 and LI6610 both had high expression of ARK5 and a ! the treatment of advanced HCC with high expression of c-myc,
Myc genes, whereas LI6650 had no expression of Myc, and similar ° . . . " . 00 : . " - warranting further clinical investigation.

expression levels of ARKS compared to LI1035 and LI6610. LI6652 had no
expression of ARKS and similar expression level of Myc compared to LI1035
and L16610. The log, FPKM values of ARKS and Myc in model LI1035 were

3.9284 and 4.8177 respectively, in model LI6610 were 3.6629 and 5.3658
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# Group 01, Vehicle, 10 uL/g, i.p., QD x 21 days
Group 02, HX301, 100 mg/kg, 10 yL/g, i.p., QD x 21 days
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