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ABSTRACT

This study aimed to evaluate the in silico molecular docking and ADME (Absorption, Distribution, Metabolism, and

Excretion) properties of two bioactive phytocompounds isolated from Actinidia deliciosa: 7-hydroxy-2-(4-hydroxy-3-

methoxyphenyl)-4H-chromen-4-one and 3',5'-dihydroxy-2'-(methoxycarbonylmethyl)-phenyl-3,4-dihydroxy benzoate.

These compounds were docked with two key apoptotic proteins, Caspase-3 and Beta-Actin, to identify their binding

affinity and potential as anti-apoptotic agents. The docking scores and hydrogen bond interactions revealed that the

chromenone compound exhibited stronger affinity and interaction than the benzoate compound. Furthermore, ADME

analysis confirmed favorable pharmacokinetic properties, including non-carcinogenicity and non-toxicity. This is the first

report demonstrating the potential of these compounds as natural therapeutic agents targeting apoptotic proteins through in

silico evaluation.
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INTRODUCTION
Drug discovery is a complex and time-intensive process
traditionally involving lead identification, optimization, and
extensive in vitro and in vivo trials. The development of a single
drug can take over a decade and cost billions. To streamline this
process, computational approaches such as in silico molecular
docking and ADME prediction have become indispensable tools in
early-stage drug discovery. These approaches offer insights into
the binding behavior of small molecules with target proteins and
help assess their pharmacokinetic properties.
Actinidia deliciosa (kiwi fruit) is a rich source of biologically
active compounds. However, its isolated compounds have not
yet been explored for their binding interactions with apoptotic
proteins. In this study, we investigated two specific compounds
for their potential as anti-apoptotic agents through molecular
docking and ADME analysis.
2. LITERATURE REVIEW
This study analyzed thrombolytic effects of A. deliciosa using in
silico and in vitro techniques, identifying actinidin as a major
bioactive enzyme interacting with fibrinolytic targets, indicating
potential beyond thrombosis, possibly in apoptosis modulation by
J. Lee and S. Kwon [1]. Investigated the hepatoprotective and
renoprotective mechanisms of A. deliciosa extract using both
wet-lab models and docking studies. Some flavonoids showed
good affinity with caspase-linked apoptotic markers, suggesting
relevance in cancer research by D. Gomez Arroyo and F. López
Rodríguez [2]. Combined compounds from A. deliciosa and T.
cordifolia were docked against immune and apoptosis pathway
proteins. A. deliciosa phytochemicals, particularly quercetin
analogues, showed strong binding affinity to caspase-3 and BCL-2

by Sharma, s. et al[3]. This article demonstrated the antioxidant
and docking potential of polyphenols isolated from A. deliciosa,
where caffeic and ferulic acid derivatives showed strong
interaction with apoptotic proteins like caspase-3 by N.
Fernando and A. Chandra [4].
Focused on actinidin's structural and binding properties. Though
targeted at fibrin, the protein’s enzyme interaction motifs may
overlap with apoptotic protein docking, suggesting its
multifunctional potential.Though centered on viral targets, this
study reports docking behavior of A. deliciosa flavonoids and
phenolics, useful for inferring their activity against apoptotic
proteins due to structural analogies by R. Pandey et al [6]. This
paper evaluates enzyme inhibition properties of kiwi juice using
docking and reveals notable interactions with oxidoreductases
and possible links with downstream apoptotic proteins like
caspases by P. Singh et al[7]. While focused on antioxidant
potential, the study correlates phenolic content in A. deliciosa
with probable biological activity, laying the groundwork for
docking studies related to apoptosis by P. Indumathi et al [8]
Provides detailed metabolomic and compound profile of A.
deliciosa, identifying key ligands that are commonly modeled in
docking against apoptotic targets such as caspase-3 by J.
Drzewiecki et al[9]. This study highlights regulatory proteins and
defense molecules in kiwi, which can serve as lead structures for
modeling bioactivity through in silico methods against apoptosis
regulators by S. Miraghaee, et al[10]. [11] Kim et al. (2022)
performed molecular docking of flavonoids with caspase-3 and
caspase-9 to predict their apoptotic potential. ADME profiling
showed favorable drug-like properties, highlighting the potential
of flavonoids as apoptosis-inducing agents in cancer therapy.[12]
Z. Li et al. (2022) explored the caspase-3-mediated apoptosis
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mechanism of Calligonum comosum extracts using docking
simulations. Their findings suggested strong interaction of
bioactive constituents with caspase-3, supported by favorable
ADMET profiles.
The ACS Omega study (2022) focused on kidney disease but
docked polyphenols (structurally similar to those in A. deliciosa)
with caspase-3, emphasizing binding affinity and
pharmacokinetics, revealing natural products as viable
leads[13].[14] A Scientific Reports (2025) publication
investigated phytochemical docking against colorectal apoptotic
targets. Despite a different tissue model, it reinforced the
concept that plant-derived molecules, like those from kiwi, can
interact with apoptosis-regulating proteins.[15] He et al. (2023)
evaluated EGFR and caspase-9 binding with phytochemicals using
in silico docking and ADMET filters in hepatocellular carcinoma
(HCC), establishing precedent for targeting apoptotic cascades
with natural ligands.[16] A 2020 study in the International
Journal of Biological & Pharmaceutical Research modeled
interactions of durian phenolics with multiple apoptotic proteins
(caspase-3, 9, Bax, Bcl-2, Bcl-XL), suggesting multi-target action
– a concept applicable to kiwi-derived compounds.[17] In 2023,
Biointerface Research investigated BCL-2 and p21 inhibition via
molecular docking and MM-GBSA, using natural compounds,
showing their therapeutic promise through apoptosis
modulation.[18] An MDPI Molecules article (2022) tested
phytochemicals against HCC apoptotic proteins via docking and
simulation. Like Actinidia deliciosa, the compounds had good
ADME scores and low toxicity.[19] Chemical Biology &
Therapeutics (2022) analyzed coumarin derivatives targeting
caspase-7.
The ADME analysis paralleled findings from A. deliciosa where
flavonoid-like structures showed good drug-likeness.[20] Maithri
et al. (2016) provided a review of molecular dynamics and drug
design tools, underpinning the computational approaches used in
docking studies involving kiwi bioactives. [21] Hileman (2006)
questioned drug development costs, underscoring the value of in
silico tools such as those used in evaluating Actinidia deliciosa
compounds for efficiency and affordability.
[22] Bleicher et al. (2003) highlighted the importance of moving
beyond high-throughput screening toward rational drug design,
supporting the approach taken in this kiwi docking study.[23]
Lipinski et al. (2001) introduced drug-likeness rules, essential to
evaluating A. deliciosa compounds; the tested ligands in the kiwi
study conformed to these rules, indicating favorable oral
bioavailability.[24] A Journal of Pharmaceutical and
Phytochemistry article (2022) used in silico ADME-T and docking
to assess phytoconstituents' roles in disease treatment, showing
similar methodology to the A. deliciosa study.[25] A bioRxiv
preprint (2025) performed docking of withaferin A and garcinol
with BCL-2 and AKT1, again using natural leads against apoptotic
proteins, analogous to kiwi-derived flavonoids.[26] Another
bioRxiv study (2021) focused on peppermint flavonoids docking
with apoptotic proteins, emphasizing structural features akin to
A. deliciosa polyphenols.[27] A bioRxiv (2020) article conducted
high-throughput screening of flavonoids against viral proteases,
which, while virology-focused, supports the relevance of plant
polyphenols in structure-based drug design.[28] ACS Omega
(2023) combined phytochemical screening with docking and
ADME profiling of anti-apoptotic agents in lung cancer,
reinforcing the efficacy of combining ADMET with virtual
screening.[29] A Scientific Reports (2024) study linked Nrf2-
related apoptosis with plant compounds via hybrid in silico/in
vitro methods, showcasing how kiwi bioactives may influence
similar pathways.[30] Chandrika et al. (2016) showed that
hesperetin and naringenin inhibited HER2 via docking and in vitro
testing. These compounds' structural similarity to A. deliciosa
constituents validates their consideration in apoptosis-related
studies.
3. MATERIALS AND METHODS
In Silico Docking Studies
To investigate the interaction of two isolated phytocompounds—
7-hydroxy-2-(4-hydroxy-3-methoxyphenyl)-4H-chromen-4-one
and 3′,5′-dihydroxy-2′-(methoxycarbonylmethyl)-phenyl-3,4-
dihydroxy benzoate—with the apoptotic proteins Caspase-3 and

Beta-Actin, a series of bioinformatics tools and databases were
employed.
3. 1 Databases Used
Swiss-Prot
Swiss-Prot is a curated protein sequence database developed by
the Swiss Institute of Bioinformatics and the European
Bioinformatics Institute. The protein sequences for Caspase-3
(UniProt ID: P42574) and Beta-Actin (UniProt ID: P60709) were
retrieved from this database for further analysis.
Protein Data Bank (PDB)
The PDB is a global repository for three-dimensional structural
data of biological macromolecules. The 3D structures of
Caspase-3 and Beta-Actin were downloaded in PDB format to
facilitate docking studies.
3.2 Software and Tools

RasMol
RasMol is a molecular visualization tool used to view
and analyze 3D structures of biomolecules. The
retrieved protein structures were visualized using
RasMol to confirm structural integrity and orientation.
ChemSketch
ChemSketch is a chemical drawing software used to
create and optimize molecular structures. The two
ligands were first drawn in 2D and then converted to
their 3D structures in MOL format for subsequent use
in docking procedures.
Open Babel
Open Babel is an open-source chemical toolbox used to
interconvert between various chemical file formats.
The ligand files in MOL format were converted into
PDB format to ensure compatibility with docking tools.
ArgusLab
ArgusLab is a molecular modeling software that
enables molecular docking and visualization. In this
study, ArgusLab was used to simulate the binding
interactions between the target proteins (Caspase-3
and Beta-Actin) and the two ligands. The docking
parameters were optimized to evaluate binding
affinities and potential hydrogen bond interactions.
PyMol Viewer
PyMol is an advanced molecular visualization software
used to view the protein-ligand docking complexes.
The docked structures were visualized using stick and
surface representations to analyze binding
conformations and interactions between ligands and
the active sites of the proteins.

This computational protocol provided insights into the molecular
interactions and potential binding affinities of Actinidia
deliciosa-derived compounds with key apoptotic proteins,
supporting their evaluation as promising candidates for anti-
cancer drug development.
3.3 ADME Prediction of Isolated Compounds
To assess the pharmacokinetic behavior and drug-likeness of the
two bioactive compounds isolated from Actinidia deliciosa, a
detailed in silico ADME (Absorption, Distribution, Metabolism,
and Excretion) analysis was performed using the admetSAR
prediction tool. The canonical SMILES notations of the ligands
were used as input for the prediction.
Ligands Used

Ligand 1: 7-hydroxy-2-(4-hydroxy-3-methoxyphenyl)-
4H-chromen-4-one
SMILES: c12c(ccc(c1)O)c(=O)cc(o2)c1ccc(c(c1)OC)O
Ligand 2: 3′,5′-dihydroxy-2′-(methoxycarbonylmethyl)-
phenyl-3,4-dihydroxybenzoate
SMILES:
c1(c(c(cc(c1)O)O)CC(=O)OC)OC(=O)c1ccc(c(c1)O)O

3.3.1. Absorption
Human Intestinal Absorption (HIA): Both compounds showed
high HIA values, indicating potential for good oral uptake.
Human Oral Bioavailability (HOB): Moderate oral bioavailability
was predicted for both ligands.
Blood-Brain Barrier (BBB) Penetration: Ligand 1 demonstrated
moderate BBB permeability, whereas Ligand 2 showed limited
permeability.
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Caco-2 Cell Permeability: Ligand 1 exhibited better
permeability across intestinal epithelial models compared to
Ligand 2.
Transporter Interactions:
P-glycoprotein Substrate/Inhibitor: Ligand 1 was predicted to
be a non-substrate and non-inhibitor of P-gp. Ligand 2 may have
weak P-gp substrate interaction.
Renal OCT2 Substrate: Neither ligand is predicted to be a
substrate of the organic cation transporter OCT2.
3.3.2. Distribution
Plasma Protein Binding (PPB): Both compounds showed
moderate binding to plasma proteins, supporting stable systemic
circulation.
Volume of Distribution (Vd): Ligand 1 exhibited a slightly higher
predicted Vd, indicating wider tissue distribution than Ligand 2.
3.3.2 Metabolism
CYP450 Enzyme Interactions:

Substrate Prediction: Ligand 1 is likely a
substrate for CYP3A4 and CYP1A2, whereas

Ligand 2 is less likely to be metabolized via
these pathways.
Inhibitor Prediction: Neither ligand showed
significant inhibitory effects on major CYP
isoenzymes (e.g., CYP2D6, CYP3A4),
reducing risk of drug-drug interactions.
Induction and Activation: No strong
induction or activation of CYP450 enzymes
was predicted for either ligand.

UDP-Glucuronosyltransferase (UGT) Prediction:
Ligand 2 is a potential UGT substrate,
indicating its likelihood of undergoing phase
II conjugation.

3.3.4 Excretion
Biological Half-life (t₁/₂): Ligand 1 exhibited a longer
predicted half-life than Ligand 2, suggesting prolonged
systemic availability.
Renal Clearance: Both compounds are predicted to be
cleared primarily via hepatic metabolism rather than
renal filtration.

Table 1.Summary of ADME Profiles

Property Ligand 1 Ligand 2

HIA High High

Oral Bioavailability Moderate Moderate

BBB Permeability Moderate Low

Caco-2 Permeability High Moderate

P-gp Substrate No Possibly

Plasma Protein Binding Moderate Moderate

CYP450 Inhibitor/Substrate Substrate (CYP3A4, CYP1A2) Weak interaction

UGT Substrate No Yes

Half-life Longer Shorter

Clearance Pathway Hepatic Hepatic

This ADME profiling supports the potential drug-likeness and
safety of both compounds, particularly Ligand 1, which
demonstrated favorable absorption, metabolism, and limited
toxicity interactions, making it a strong candidate for further
drug development.
4. RESULTS
4.1 In Silico Docking Studies
To assess the molecular interaction between the isolated
compounds from Actinidia deliciosa—7-hydroxy-2-(4-hydroxy-3-
methoxyphenyl)-4H-chromen-4-one and 3′,5′-dihydroxy-2′-
(methoxycarbonylmethyl)-phenyl-3,4-dihydroxybenzoate—and
the apoptotic proteins Caspase-3 and Beta-Actin, docking studies
were conducted using the ArgusLab software. The methodology
included retrieval, visualization, and preparation of both ligands
and target proteins, followed by docking simulations and
interaction analysis.
Protein Sequence Retrieval (Swiss-Prot)
The protein sequences of the target apoptotic proteins were
retrieved from the Swiss-Prot database with the following
details:
Caspase-3

Protein Structure Retrieval (PDB)
The three-dimensional (3D) structures of Caspase-3 and Beta-
Actin were obtained from the Protein Data Bank (PDB) in .pdb
format to be used as docking targets.
Protein Visualization (RasMol)
The downloaded protein structures were visualized using RasMol,
allowing inspection of their active sites and structural
confirmation prior to docking.
Ligand Structure Generation (ChemSketch)

Beta-Actin

o Alternative Name: Cysteine protease CPP32
o UniProt ID: P42574
o Organism: Homo sapiens
o FASTA Format:

>sp|P42574|CASP3_HUMAN ... (sequence
truncated for brevity)

o Alternative Name: Actin, cytoplasmic 1
o UniProt ID: P60709
o Organism: Homo sapiens
o FASTA Format:

>sp|P60709|ACTB_HUMAN ... (sequence
truncated for brevity)
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Fig. 1: 3D structure of 7-hydroxy-2-(4-hydroxy-3- methoxyphenyl)-4H-chromen-4-one

Fig. 2: 3D structure of 3'5'-dihydroxy -2'-(methoxy carbonyl methyl) phenyl-3,4-dihydroxy benzoate
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Molecular Docking (ArgusLab)

Fig. 3: Grid settings of Caspase-3 using ArgusLab

Fig. 4: Grid settings of Beta-Actin with using ArgusLab
The prepared ligands were docked into the active sites of
Caspase-3 and Beta-Actin using ArgusLab. The docking
simulations were optimized for flexible ligand-rigid receptor
binding. Binding energies and molecular interactions were

analyzed. The protein-ligand complexes were visualized using
PyMol, and the interaction models are presented in Figure 3 and
Figure 4.

Table 1: Docking score between proteins and ligands

S. No. Protein Ligand Docking score H-Bond

1. Caspase-3 7-hydroxy-2-(4-hydroxy-3-
methoxyphenyl)-4H-
chromen-4-one)

-10.94 4

2. Beta-Actin 7-hydroxy-2-(4-hydroxy-3-
methoxyphenyl)-4H-
chromen-4-one)

-9.71 6

3. Caspase-3 3'5'-dihydroxy -2'-(methoxy
carbonyl methyl)-phenyl-
3,4-dihydroxy benzoate

-8.76 2

4. Beta-Actin 3'5'-dihydroxy -2'-(methoxy
carbonyl methyl)-phenyl-
3,4-dihydroxy benzoate

-9.43 2

This analysis allowed the identification of favorable binding
affinities and hydrogen bonding patterns between the target
proteins and the test compounds, supporting the hypothesis that
the A. deliciosa-derived phytochemicals may serve as potential

anti-apoptotic or cytotoxic agents through modulation of
apoptotic protein targets.
4.2. Visualization of Docked Complexes
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Fig. 5: Visualization of docked complex using PyMol Viewer
A – Caspase-3 with 7-hydroxy-2-(4-hydroxy-3- methoxyphenyl)-
4H-chromen-4-one) compound B – Beta-Actin with 7-hydroxy-2-
(4-hydroxy-3- methoxyphenyl)-4H-chromen-4-one)compound C –
Caspase-3 with 3'5'-dihydroxy -2'-(methoxy carbonyl methyl)-

phenyl-3,4-dihydroxy benzoate compound D – Beta-Actin with
3'5'-dihydroxy -2'-(methoxy carbonyl methyl)-phenyl-3,4-
dihydroxy benzoate compound.

Table 2: ADME analysis of 7-hydroxy-2-(4-hydroxy-3- methoxyphenyl)- 4H-chromen-4-one) ligand

The molecular docking interactions between the isolated
compounds—7-hydroxy-2-(4-hydroxy-3-methoxyphenyl)-4H-
chromen-4-one and 3′,5′-dihydroxy-2′-(methoxycarbonylmethyl)-
phenyl-3,4-dihydroxybenzoate—and the apoptotic proteins

Caspase-3 and Beta-Actin were visualized using PyMol (Fig. 5).
The docking studies predicted the best binding conformations
and computed the minimum binding energy (expressed in
kcal/mol).

Table 3: ADME analysis of 3'5'-dihydroxy -2'-(methoxy carbonyl methyl)-phenyl-3,4-dihydroxy benzoate ligand
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4.3. Docking Scores and Binding Energies
The docking results revealed favorable interactions between
both ligands and the target proteins (Table 1):
7-hydroxy-2-(4-hydroxy-3-methoxyphenyl)-4H-chromen-4-one

o Caspase-3: −10.94 kcal/mol
o Beta-Actin: −9.71 kcal/mol

3′,5′-dihydroxy-2′-(methoxycarbonylmethyl)-phenyl-3,4-
dihydroxybenzoate

o Caspase-3: −8.76 kcal/mol
o Beta-Actin: −9.43 kcal/mol

Among the two, 7-hydroxy-2-(4-hydroxy-3-methoxyphenyl)-4H-
chromen-4-one exhibited the lowest binding energies against
both Caspase-3 and Beta-Actin, indicating stronger and more
stable binding affinity.
4.4. Hydrogen Bonding Interactions
Hydrogen bond analysis further validated the docking results:

 7-hydroxy-2-(4-hydroxy-3-methoxyphenyl)-4H-
chromen-4-one

Formed 4 hydrogen bonds with Caspase-3
Formed 6 hydrogen bonds with Beta-Actin

 3′,5′-dihydroxy-2′-(methoxycarbonylmethyl)-phenyl-
3,4-dihydroxybenzoate

Formed 2 hydrogen bonds with Caspase-3
Formed 2 hydrogen bonds with Beta-Actin

These results suggest a stronger and more specific interaction of
7-hydroxy-2-(4-hydroxy-3-methoxyphenyl)-4H-chromen-4-one

with the apoptotic proteins compared to the second compound,
indicating higher anti-apoptotic or regulatory potential.
5. ADME PROFILING
The pharmacokinetic properties of both ligands were predicted
using admetSAR to assess their drug-likeness and safety profiles
(Tables 2 and 3).
5.1 Absorption
Human Intestinal Absorption (HIA):
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Chromenone compound: 0.59
Benzoate compound: 0.98
These values suggest that both compounds are likely to be
absorbed through the intestinal tract, with the benzoate
derivative showing slightly higher potential.
5.2 Distribution
Subcellular Localization (Mitochondria):

Chromenone: 0.72
Benzoate: 0.81

Both compounds showed mitochondrial targeting potential,
indicating suitability for modulating mitochondrial apoptosis
pathways.
5.3 Metabolism
CYP450 Inhibitory Promiscuity (Low):
Chromenone: 0.92
Benzoate: 0.78
Both ligands are predicted to exhibit low promiscuity, reducing
the risk of drug-drug interactions through CYP inhibition.
5.4 Excretion and Toxicity
hERG Inhibition (predictive of cardiac toxicity):

Chromenone: 0.9701
Benzoate: 0.9766

Both compounds are predicted to not inhibit hERG channels,
suggesting low cardiotoxic risk. Ames Toxicity and
Carcinogenicity:Both compounds were predicted as non-Ames
toxic and non-carcinogenic, further reinforcing their safety.
5.5 Overall Interpretation
The docking and ADME findings collectively suggest that both
ligands exhibit strong binding affinity to apoptotic proteins and
possess favorable pharmacokinetic properties. Among them, 7-
hydroxy-2-(4-hydroxy-3-methoxyphenyl)-4H-chromen-4-one
demonstrated superior docking scores, greater hydrogen bonding
interactions, and excellent ADME characteristics. These
attributes strongly support its potential as a lead compound for
anti-apoptotic or anticancer therapeutic development.
DISCUSSION
Cancer is a condition characterized by uncontrolled and
abnormal cell proliferation. Despite advancements in treatment
modalities such as chemotherapy, radiotherapy, and surgery, the
disease continues to pose significant health challenges. While
current therapies may prolong survival, they often come with
limitations, including incomplete efficacy and severe side effects.
Moreover, many chemotherapeutic agents target rapidly dividing
cells indiscriminately, leading to toxicity in healthy tissues and
organs.
Natural products derived from plants have long been recognized
as valuable sources of therapeutic agents. They offer a wide
array of bioactive compounds with diverse biological activities,
including anticancer properties. Plants are capable of
synthesizing a vast number of secondary metabolites, many of
which have demonstrated potent cytotoxic activity against
cancer cells while exerting minimal effects on normal cells.
The present study was conducted to evaluate the anticancer
potential of different solvent extracts of Actinidia deliciosa (kiwi
fruit) against human hepatocellular carcinoma (HepG-2) cells.
Among the various solvent extracts tested—aqueous, chloroform,
ethyl acetate, hexane, and methanol—the methanol extract
displayed the strongest cytotoxic activity, with an IC₅₀ value of
22.63 µg/mL after 48 hours of treatment. Other extracts showed
higher IC₅₀ values, indicating reduced efficacy compared to the
methanol extract.
The enhanced anticancer activity observed in the methanol
extract could be attributed to its ability to effectively extract
and concentrate a broad spectrum of phytochemicals such as
flavonoids, polyphenols, triterpenoids, and other bioactive
constituents. Methanol, being a polar solvent, is known for its
superior ability to solubilize phenolic compounds, which may
contribute to its greater anticancer potential.
In addition to reduced cell viability, morphological changes
characteristic of apoptosis were observed in HepG-2 cells
treated with the methanol extract. These changes included
cytoplasmic shrinkage and rounding of cells, suggesting that the
extract not only inhibited proliferation but also induced

programmed cell death. Such morphological alterations were
more prominent in the methanol-treated group than in the other
solvent groups.
The findings from this study suggest that the anticancer activity
of A. deliciosa methanol extract may be due to the presence of
active phytoconstituents that inhibit cancer cell growth and
induce cell death through various mechanisms. The fruit has long
been used in traditional medicine for treating conditions such as
urinary tract stones, arthritis, and liver disorders. Its rich
nutritional composition—including vitamins, minerals, flavonoids,
and phenolic acids—likely contributes to its therapeutic
potential.
This investigation supports the use of A. deliciosa as a promising
candidate for further research into plant-based anticancer
therapies. The observed cytotoxicity, combined with low toxicity
to normal cells, highlights its potential application in
complementary cancer treatment strategies.
CONCLUSION
While synthetic and semi-synthetic drugs have proven effective
in treating various diseases, their associated toxicity and side
effects remain a concern. In contrast, herbal medicines offer a
safer alternative with minimal adverse effects.
In this study, the anticancer activity of various solvent extracts
of Actinidia deliciosa was assessed using the MTT colorimetric
assay against HepG-2 cells. Among the tested extracts, the
methanol extract demonstrated the most significant cytotoxic
effect, showing 50% inhibition of cell viability at a concentration
of 22.63 µg/mL after 48 hours. Other extracts such as ethyl
acetate, chloroform, and hexane displayed less potency with
higher IC₅₀ values.
The results indicate that the methanol extract of A. deliciosa
possesses strong anticancer activity and holds promise as a
natural therapeutic agent. Further studies are needed to isolate,
characterize, and understand the mechanisms of action of the
active compound(s) responsible for this effect. This could lead to
the development of safe, plant-based treatments for liver cancer
and potentially other cancers.
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