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Abstract 

Researchers and clinicians continue to encounter many problems in the vast and multidimensional 

field of cancer research. Carcinogenesis models have become essential tools for understanding the 

complexities of carcinogenesis and investigating potential therapeutic approaches. They range from 

conventional rodent models to state-of-the-art genetically modified and patient-derived xenograft 

models. These models have several uses, from researching the tumor microenvironment and 

understanding metastasis to clarifying molecular pathways and medication development. Future 

directions include emphasizing translating promising findings into clinical trials, incorporating 

emerging technology, and encouraging interdisciplinary collaboration. The emphasis is also on 

worldwide collaboration initiatives and ethical considerations to guarantee appropriate and 

repeatable research practices. The knowledge gathered by carcinogenesis models is set to impact 

the course of cancer care as we approach a new age in cancer research marked by rapid technical 

developments and a deeper understanding of the molecular basis of cancer. In order to develop 

approaches to cancer prevention, diagnosis, and therapy, basic research, and clinical applications 

must work together. This will eventually lead to a time when cancer will not only be understood but 

also defeated. 
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Introduction 

ancer has always been a topic of 
interest for the human population because 
of its mortality effect, which makes it hold 
the second position after heart disease. It is 
a broader term that mainly deals with 
abnormal multiplication and growth of 
cells, which turns into infective 
propagations, and the process through 
which cancer is developed within a body is 
called carcinogenesis[1]. Different reasons 
expose humans and animals to such 
pathogenic agents, including exposure to 
different harmful chemicals and 
contaminants. Over the last half-century, 
numerous studies and models have been 
presented to understand cancer's genetic 
and environmental factors. With the 
increase in exposure to such studies and 
research, animal models have become a 
hotspot for finding future leads.

Animal models are defined as artificial 
experimental systems that are used to study 
and perform research on the process of 
carcinogenesis by revealing animals to the 
various factors like biotic agents, physical 
agents, and chemical agents that ultimately 
add up to the induction of cancer in those 
animals and help in understanding the 
causal mechanisms of cancer. These models 
are proven to change and yield possible 
cancer-treating strategies[2].  

Many animal models are being used in 
today's world to understand carcinogenesis, 
including chemical, azoxymethane, 
transgenic, syngeneic, viral, and 
carcinogenesis models. In chemical 
carcinogenesis models, the animal models 
are knowingly injected with suspected 
entities that can induce cancer. For instance, 
the dimethylbenzanthracene (DBMA) 
model is a chemical carcinogenesis model 
applied to animals, e.g., rats. This DBMA 
chemical is sprayed on mice's skin with 
another compound, 12-O- tetraylphorbol-13 
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acetate (TPA), to get details about skin cancers and the 
elevation stage of cancer[3]. Similarly, an AOM 
(azoxymethane) model involves the addition of 
azoxymethane over mice and rats, along with dextran 
sodium sulfate with numerous inductions. This model 
helps reveal the causes of colon cancer and the type of 
cancer that causes inflammations[4]. Other than that, 
animal-based radiation carcinogenesis models are also 
under study, in which diverse animals come into contact 
with various ionizing radiations to their body cells and 
tissues, especially those that are vulnerable to lungs, 
respiratory tract, and skin. This animal model is 
cooperative in understanding the type of cancer spread 
by radiation contacts[5]. One of the hardest diseases to 
understand and treat is cancer, a complex and powerful 
enemy of human health. A thorough research is 
necessary because of the complex interplay of genetic, 
environmental, and behavioral factors contributing to its 
development. Animal models are invaluable resources 
in this endeavor because they offer researchers regulated 
settings in which to investigate the complex subtleties of 
carcinogenesis. The usefulness of these models, each 
created to replicate particular facets of real cancer 
biology, is crucial for studying cancer initiation, 
development, and possible therapeutic approaches. 
According to Weinberg and Hanahan, comprehending 
the characteristics of cancer necessitates a 
comprehensive approach that considers the intricacy of 
tumor formation, immune response evasion, and the 
creation of a supportive microenvironment. In this 
research endeavor, animal models, especially rodents, 
have shown to be invaluable friends, providing valuable 
insights into genetic vulnerability, environmental 
factors, and dynamic interactions within the tumor 
milieu. This introduction explores the wide range of 
carcinogenesis models and clarifies their benefits, 
drawbacks, and relevance to solving the puzzle of 
cancer. 

Viral Carcinogenesis-based animal models are also 
being used in which different viruses are responsible for 
persuading cancer, e.g., viruses causing hepatitis B, C, 
and HPV virus. In this type of model, rats are transgenic 
and can express the effect of viral genes. It helps in 
finding a therapeutic cure for oncogenesis. Syngeneic 
animal models encompass transplanting tumor cells 
present in human tissues to mice that lack immunity, i.e., 
xenografts. This transplantation is done by using tumor 
cells of syngeneic mice that are similar in genetics and 
have well-matched immunity[6]. This model helps study 
the growth of tumors and metastasis types of malignant 
growths. By deleting different genomic sequences from 
animals, a knockout model is used to study specific 
changes that occurred in the absence of those genes. This 
carcinogenesis model helps understand the role of 
different active genes in the body; for example, if a 
mouse gene named p53 is knocked out from the model 
animal, it becomes susceptible to tumor growth. There 

are different organic specific models present, which are 
first activated chemically to allow cancer growth on 
specific parts of the animal's body. For instance, if an 
animal model is injected with diethyl nitrosamine, it aids 
in observing the growth of cancer in the liver. 

Similarly, the urethane compound has a role in focusing 
the lungs for specified tumor growth studies[7]. There are 
dietary and nutritional carcinogenesis-based models in 
which animals are studied particularly to identify the 
importance of different nutrients and diets to combat 
cancer. The effect of chemical additives, lack of nutrients, 
and high-fat calories can be evaluated on rodent species 
to grasp the concept of diet and its importance in treating 
cancer over different stages, including the starting 
phase, the promotion phase, and the final progression 
phase[8].  

These animal models are gaining importance day by day 
because of their range of applicability. They help assess 
and characterization of different carcinogens that cause 
potential damage to cancer patients. Agencies are using 
these strategies to look after regulatory issues and risk 
assessment. Through these studies, researchers are 
progressing in identifying cell and molecule-based 
mechanisms during different cancer stages. Other than 
that, animal models have a high advantage in 
performing preclinical tests based on emerging cancer 
therapies like chemotherapies, immunotherapies, and 
drugs used for these purposes[9]. Irrespective of 
therapies, drugs, and vaccines, attestation is also done by 
injecting animal models so that the damaging aftereffects 
can be altered in human bodies. Various studies are 
being done on environmental and genetic interactions to 
find out ways to treat cancer from its root cause, for 
which animal carcinogenesis models are appreciated at 
a high rate. Studies against viruses and cancer-causing 
agents are done through animal models to find any link 
between them so that the viruses responsible for cancer 
initiation can be prohibited in early cancer detection 
strategies[10]. It is important to note that animal models 
provide valuable insight into treating and studying 
carcinogenesis, but they also have limitations to their 
applicability.  

There are different causes for that, including ethical 
reasons for not wasting the lives of animals for this 
purpose. Moreover, there are prominent physiological 
changes between animals and humans, due to which the 
deduction of a method can cause negative changes[11]. 
Immunity-related changes are also of great importance 
as animals and humans differ in their responses to 
different carcinogens, and therefore, the interpretation of 
results must be verified thoroughly. Also, despite using 
the invitro method of studies, complete results cannot be 
issued as cancer research requires epidemiological and 
in vitro studies. The facts based only on in vivo studies 
cannot be proven completely and therefore need other 
conditions to be managed.  
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Models of Rodents: Innovative Understanding 

from Mice and Rats 
Mice and rats, in particular, have been mainstays in 
cancer research because of their affordability, genetic 
similarity to humans, and short lifespans. These models 
have given researchers a fundamental understanding of 
tumor start and progression by allowing them to 
investigate different aspects of cancer biology. Scientists 
can imitate the genetic and environmental variables 
contributing to these little mammals' cancer by 
introducing specific mutations or carcinogens. The fact 
that rodent models may be applied to various diseases, 
such as breast, lung, and colon cancers, demonstrates 
their adaptability. Mammals that have undergone 
genetic modification to carry mutations linked to an 
increased risk of developing cancer in humans have been 
extremely useful in defining the part that particular 
genes play in cancer development. These models 
provide a comprehensive knowledge of the etiology of 
cancer by tangiblely exploring the complex dance 
between genetic predisposition and environmental 
stimuli. 

Models of Xenografts: Overcoming the Human-

Animal Divide 
By transplanting human cancer cells into mice with 
impaired immune systems, xenograft models can cross 
species boundaries. Using this method, scientists may 
investigate malignancies that are unique to humans and 
assess how well various treatments work. Xenografts 
provide a unique platform to investigate the nuances of 
tumor growth, invasion, and response to treatment 
medicines, even though they do not have the immune 
system interactions present in syngeneic models. These 
models, which are frequently created from patient 
tumors, preserve the variability seen in malignancies in 
humans, giving drug testing a more therapeutically 
relevant setting. In the era of personalized medicine, 
when cancer research increasingly focuses on 
customizing treatments to specific genetic profiles, the 
xenograft paradigm has become very important. 

Chemically Induced Models: Emulating Actual 

Environments 
In chemically induced models, carcinogens are 
administered to animals, primarily rodents, to cause 
tumor development. This method offers a controlled 
environment to examine the mechanisms behind 
carcinogenesis and closely resembles the effect of 
environmental variables on cancer development. 
Aflatoxin-induced liver cancer and DMBA/TPA-
induced skin carcinogenesis model are two notable 
instances. Through the dissection of the molecular 
processes set off by particular carcinogens, scientists can 
identify crucial pathways that play a role in the 
development and spread of tumors. These models also 
provide insights into efforts to lessen the impact of 

environmental carcinogens by acting as testing grounds 
for chemo preventive medicines. 

Gene-Engineered Mice Models (GEMMs): 

Interpreting Genetic Intricacy 
In cancer research, genetically engineered mouse models 
(GEMMs) are a novel strategy whereby particular 
mutations linked to human tumors are inserted into the 
mouse genome. These models present a unique chance 
to investigate the effects of genetic changes on the onset, 
spread, and response to cancer treatment. The function 
of important oncogenes and tumor suppressor genes in 
various malignancies has been identified thanks largely 
to GEMMs. For example, by simulating the genetic 
abnormalities seen in human familial adenomatous 
polyposis (FAP), the APCMin mouse model has shed 
light on colorectal cancer. The capacity to carefully 
manipulate genetic changes in GEMMs has advanced 
our knowledge of the molecular mechanisms behind 
cancer. 

Literature Review 

Carcinogenesis Models: Animal Models and their 

Applicability  
Carcinogens are the products that increase the chances 
of cancer exposure in human beings. According to the 
researchers, there are more than 100 carcinogens that are 
added to certain diets, which can cause cancer in human 
beings[12]. Chemical carcinogens in animals have 
contributed to the reduction of cancer in human beings[1]. 
It can recognize the carcinogens from the environment 
and diet. The exposure reduction through changes in 
lifestyles, regulations of government sectors, and 
changes in the industry's practices may change the 
exposure of cancer to human beings. Animal models for 
the environmentally induced cancer models may reduce 
cancer exposure risk. That provides insight into 
carcinogens-related cancers, which are some of the main 
sources of cancer in human beings[13]. The interaction of 
the chemical carcinogens along with the genetically 
engineered mouse model emerged as an inevitable 
approach to studying the complex models of 
carcinogens related to cancer in human beings.  

The model is the imperfect look at reality that helps 
relate real-life phenomena with the model 
representations[14, 15]. There are two types of animal 
model applications: experimental cancer research and 
translational research. In experimental cancer research, 
the causes and process of cancer are researched, and in 
translational the prevention techniques regarding 
chemotherapy are researched at the early stages of 
cancer[16]. It is accepted worldwide that cancer is a 
genetic disease. The detection of the mutated genes in 
humans predicted the presence of cancer cells. The 
mutation triggers the chain reactions that cause normal 
cells to grow rapidly and convert themselves into cancer 
cells. The tumors so caused are genetically mutated, 
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which changes over time[17]. The mouse models help 
accurately measure cancer and provide the genetic basis 
for cancer[18]. The most common model in the chemical 
carcinogens is skin cancer, which is detected in the skin 
of the mouse. This helps study the cancer tumors' 
initiation, process, and growth[19]. Animal models have 
predicted that cancer exposure can be reduced and 
controlled by the low level of usage of mutagenic 
carcinogens that inhibit the change in the genes of 
humans.  

The DNA must not be affected by the carcinogens that 
may trigger the cancer in the human body. Many 
carcinogens are not mutagenic, such as hormones, 
asbestos, and chlorinated hydrocarbons as metal. Most 
of the epigenetic events are involved in such sorts of 
mechanisms[20]. It was indicated in the previous centuries 
that coal tar can cause animal cancer. It provided the 
basis for the presence and link of cancer in human beings 
and increases the risk of human cancer.  

Mouse models of chemical carcinogens provided the 
multistage tumor growth in human cancer cells' 
initiation, promotion, and progress. In today’s 
genetically improved environment, the tumor cells can 
be dissected to understand the cause of cancer in mice. 
The chemical carcinogen models in animals provided the 
solutions for finding the linkage between the cancer cells 
and genetic mutation and further inhibiting the growth 
in later stages[21, 22].  

The animal models are helpful in assessing the efficacy 
of preventive chemotherapy agents. The models not only 
help reduce chances but also suggest preventive 
measures for cancer in the future. The organ-specific 
animal models allow for the detection of such agents, 
which are also helpful in defining and preventing organ-
specific cancer in humans[23]. The animals are a good 
source for reading and learning about the models of 
cancer cells in humans[24]. The changing exposures to 
carcinogens in the human population affect human 
cancers. Such as the people exposed to cigarette smoking 
may probably cause cancer. Not only cigarette smokers 

but also second-hand smoking of carcinogens have the 
threat of developing lung cancer[25]. Bladder cancer is one 
of the most common types of cancer worldwide. People 
from developing as well as developed nations are 
suffering from such life-threatening cancer themselves. 
In 2013, around 72000 cases and 15000 mortalities 
occurred worldwide. The major type of bladder cancer 
originates from the urothelium. Malignancy of the 
urinary tract causes cancer, which is mostly found in the 
United States[26, 27]. Risk that affects urinary tract cancer, 
including smoking and exposure to aromatic amines and 
arsenic-laced water, are the sources of cancer in human 
beings. Conventional methods of treating cancer cells 
may not affect them properly; advanced technologies 
may help delineate cancer's effects[28, 29]. Researchers 
have found that many carcinogens are torn by tea 
exposure in animals. The tea contains nicotine elements, 
which reduce exposure to carcinogens and ultimately 
reduce the chances of cancer[30].  

For more than two centuries, it was noticed that the 
carcinogens present in the environment were also the 
cause of cancer in human beings. The environmental 
exposure of humans to carcinogens has strong linkages 
in the development of certain sorts of cancer in humans 
and animals. People who are exposed to chimney 
sweeping work in their childhood are more likely to 
develop skin cancer at later ages. Because they were in 
contact with the soot and tar, which later developed the 
cancer. The increases working in the aniline dyes were 
more likely to develop bladder cancer.  

Chemical carcinogens have gained importance after 
such discoveries[31]. In 1918, a direct causal relationship 
was developed between cancer and chemical exposures, 
which was not only observed in humans but also in 
animals as well. The GEMMS models in the past two 
decades have increasingly identified the linkages 
between chemical carcinogens and exposure to cancer. 
That is the source of tumors in the animals, which is the 
base for the humans developing the chain reaction of 
cells, ultimately developing the cancer cells[32]. 

Descriptive statistic 
Table 1 

Name No. Mean Median Scale 
min 

Scale 
max 

Standard 
deviation 

Excess 
kurtosis 

Skewness Cramér-von 
Mises p 
value 

CM1 0 1.531 1.000 1.000 3.000 0.610 -0.404 0.716 0.000 
CM2 1 1.490 1.000 1.000 3.000 0.576 -0.453 0.703 0.000 
CM3 2 1.469 1.000 1.000 3.000 0.575 -0.329 0.788 0.000 
AM1 3 1.531 1.000 1.000 3.000 0.610 -0.404 0.716 0.000 
AM2 4 1.429 1.000 1.000 4.000 0.639 3.952 1.730 0.000 
AM3 5 1.388 1.000 1.000 4.000 0.694 3.526 1.927 0.000 
AA1 6 1.469 1.000 1.000 3.000 0.538 -0.915 0.530 0.000 
AA2 7 1.469 1.000 1.000 3.000 0.575 -0.329 0.788 0.000 
AA3 8 1.510 1.000 1.000 3.000 0.674 -0.179 0.994 0.000 

The above result describes that descriptive statistical 
analysis results present mean value, median rate, and 
standard deviation rates, and also that skewness 
presents that variable included dependent and 

independent variables. The CM1, CM2, and CM3 show 
that mean values of 1.531, 1.490, and 1.469 present 
positive values. The standard deviation rate is 61%, 57%, 
and 57%, which deviate from the mean.  
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The overall probability rate is 0.000, showing that 100% 
of the values significantly differ. The AM1, AM2, and 
AM3 present mean values are 1.531, 1.429, and 1.388, 
showing that the positive average rates and standard 
deviation rates are 61%, 63%, and 69% deviation from 
the mean. The overall minimum value is 1.000, the 
maximum value is 4.000, and the median rate is 1.000. 
The skewness rates are -0.915, -0.329, and -0.179; all show 
negative skewness values between them.  

Transgenic Models: Communicating 

Understanding of Gene Operation 

Transgenic models are used to explore the effects of 
foreign genes on cancer development by introducing 
these genes into animals, usually mice. This method has 
been very helpful in clarifying the part that certain genes 
play in promoting cancer.  

For example, by overexpressing the recognized 
oncogene Wnt1 gene, the MMTV-Wnt1 transgenic 
mouse model has substantially contributed to our 
understanding of breast cancer. These models provide a 
window into the molecular details that control cancer 
development by enabling researchers to examine the 
effects of abnormal gene expression on cellular 
functions. Transgenic models are very helpful when it 
comes to revealing the functional effects of genetic 
changes found in human cancer genomes. 

Unplanned Models: The Drama That Nature Is 

Creating 
In spontaneous models, tumors grow naturally in 

animals without outside intervention. Spontaneous 
models provide insights into the intricate interaction 
between genetic and environmental variables that drive 
cancer despite being less regulated than other models. 
This method is best shown by the prostate cancer model 
in dogs, which enables researchers to track the disease's 
progression over time.  

Spontaneous models offer a unique perspective for 
investigating the evolution of tumors in a more 
ecologically appropriate context, notwithstanding their 
intrinsic unpredictability. These models are a useful 
addition to other systems because they capture the 
variability and unpredictability frequently found in 
clinical circumstances. 

Transgenic Models: Handling Immune 

Responses 
Syngeneic models entail implanting mouse cancer cells 
into genetically identical animals to research immune 
responses and assess immunotherapies. These models 
provide insights into the dynamic interactions that affect 
tumor growth and regression by bridging the essential 
gap between the tumor and the host immune system.  

Researchers can now evaluate the effectiveness of 
immune checkpoint inhibitors and other 
immunomodulatory drugs thanks to the development of 
immunotherapy, which has increased the significance of 
syngeneic models. Gaining insight into the intricate 
relationship between tumors and the immune system is 
made possible by the capacity to track immune 
responses in a controlled environment. 

Correlation coefficient 
Table 2 

 CM1 CM2 CM3 AM1 AM2 AM3 AA1 AA2 AA3 

AA1 -0.386 -0.215 -0.052 0.423 0.127 0.004 1.000 0.000 0.000 

AA2 0.163 -0.140 0.198 0.105 -0.048 -0.149 -0.250 1.000 0.000 

AA3 -0.013 0.355 -0.039 -0.361 0.298 -0.161 0.015 0.014 1.000 

AM1 -0.044 -0.217 -0.012 1.000 0.000 0.000 0.000 0.000 0.000 

AM2 -0.270 0.206 -0.159 -0.112 1.000 0.000 0.000 0.000 0.000 

AM3 0.141 -0.016 -0.200 0.092 0.039 1.000 0.000 0.000 0.000 

CM1 1.000 0.000 0.000 0.000 0.000 0.000 0.000 0.000 0.000 

CM2 0.015 1.000 0.000 0.000 0.000 0.000 0.000 0.000 0.000 

CM3 0.046 -0.263 1.000 0.000 0.000 0.000 0.000 0.000 0.000 

The above result demonstrates that the correlation 
coefficient AA1 shows that -0.386 means a 38% 
correlation between them. the CM2 present that -0.215 
negative link with AA1 the AM1 represent that 12% 
significant correlate with AA1 respectively. The CM3 
shows a 4% correlation coefficient with CM1. The overall 
result shows some positive and negative correlation 
between them.  

This review explores the various carcinogenesis models 
and thoroughly analyzes their benefits, drawbacks, and 
applications. Using rodent models, especially mice and 
rats, has proved crucial in illuminating the genetic and 
environmental variables affecting cancer development. 

Because genetically modified mice models (GEMMs) 
enable the precise manipulation of key genes linked to 
human malignancies, they provide hitherto unattainable 
insights into the molecular pathways driving 
carcinogenesis. 

Conversely, patient-derived xenograft models serve as a 
platform for preclinical drug testing and personalized 
medicine strategies, bridging the gap between beachside 
discoveries and clinical applications. Chemically 
induced models provide important insights into the 
effects of particular carcinogens on tumor start and 
progression by simulating environmental 
carcinogenesis. Meanwhile, spontaneous models offer 
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insight into how tumors naturally develop within 
complex tumor microenvironments.  

Immune interaction-focused synthetic models are 
essential for improving our knowledge of 
immunotherapy and the dynamic interactions between 
tumors and the host immune system. 

Applications 

Carcinogenesis models have many uses in cancer 
research, medication development, and therapeutic 
interventions. Here, we examine the various uses of 
these models, illuminating how they advance our 
knowledge of cancer and aid in creating novel 
approaches to diagnosis, therapy, and prevention. 

Clarifying Molecular Processes 
• Genetically Engineered Mouse Models (GEMMs): 
Using GEMMs, researchers can precisely examine how 
genetic changes affect the onset and course of cancer. 
Through targeted gene manipulation, researchers can 
decipher the molecular mechanisms that underlie 
cancer, revealing crucial signaling pathways and 
possible targets for therapeutic intervention. 

Drug Research and Development 
• Xenograft Models: In preclinical drug testing, 
xenografts are essential. Immuno deficient mice 
implanted with human cancer cells offer a platform for 
testing the effectiveness of new treatment interventions. 
Before moving on to clinical trials, this method enables 
researchers to evaluate medication reactions, track 
tumor regression, and find any side effects. 

Comprehending the Process of Environmental 

Carcinogenesis 
• Chemically Induced Models: These models shed light 
on the environmental variables influencing cancer 
development. Chemical carcinogens create them.  

Researching the effects of particular chemicals on the 
development and spread of tumors helps discover 
possible carcinogens and creates preventative measures 
to lower exposure. 

Examining Immune Reactions 
• Syngeneic Models: Researching how tumors and the 
immune system interact is made possible by the use of 
synthetic models. These models enable investigators to 
investigate the effectiveness of immunotherapies, such 
as adoptive cell treatments and immune checkpoint 
inhibitors, hence stimulating the creation of innovative 
methods to augment anti-tumor immune responses. 

Targeted therapies and personalized medicine 
• Transgenic Models: Transgenic models aid in the 
discovery of molecular targets for customized treatment 
by expressing particular genes linked to human tumors. 

These models facilitate the creation and evaluation of 
targeted treatments based on the genetic composition of 
certain cancers. 

Examining the microenvironment of tumors 
• Spontaneous Models: Within the intricate tumor 
microenvironment, spontaneous models provide an 
insight into the normal course of tumor development.  

Research on these models can help create treatments that 
address the full tumor ecosystem by shedding light on 
the relationships between stromal cells, the immune 
system, and cancer cells. 

Screening for and preventing carcinogens 
• Chemically Induced Models: These models aid in 
identifying possible carcinogens and creating chemo 
preventive measures. Finding substances that can stop 
or reverse the carcinogenic process offers important 
information for initiatives aimed at preventing cancer. 

Authenticating Biomarkers 
• Models of Xenografts: Xenografts help validate 
prospective biomarkers for cancer prognosis and 
diagnosis. Through controlled observation of human 
tumor behavior, scientists can find genetic markers 
associated with disease progression that help guide 
clinical decision-making. 

Researching Metastasis 
• Xenograft and Syngeneic Models: These models are 
useful for researching the processes involved in 
metastasis.  

With the aid of these models, scientists may examine the 
variables that impact metastasis, evaluate the 
effectiveness of anti-metastatic treatments, and 
investigate cancer prevention strategies. 

Instruction and Practice 
• Rodent Models: Because rodent models are 
inexpensive and simple to handle, researchers, students, 
and medical professionals frequently receive training 
with them in educational settings. These models are 
useful resources for teaching fundamental ideas in 
cancer biology and experimental methods. To sum up, 
carcinogenesis models are applied throughout the whole 
range of cancer research and treatment development.  

These models are essential for expanding our knowledge 
of cancer and determining the direction of cancer 
treatment, from figuring out the molecular details of 
carcinogenesis to testing new medications and 
investigating the dynamic interactions within the tumor 
microenvironment.  

With technology advancements pushing these models to 
ever-higher levels of sophistication, there is still hope for 
groundbreaking findings in cancer research. 
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Smart PLS Algorithm Model 

The above model shows that the smart PLS Algorithm 
model of the CM shows that 54%, 74%, and 57% show 
negative and positive relations with them. the CM shows 
that -0.348 with AM negative relation with AM1, AM2 
and AM3 its rates are -0.416, 0.950 and -0.023 
respectively. According to the above model, it presents a 
-0.358 negative relation with AA. Its rates are 39%, 70%, 
and 66%, respectively.  

Conclusion 

In summary, a tour through the world of carcinogenesis 
models displays a mosaic of scientific advancement, 
teamwork, and the unwavering quest to comprehend 
and treat cancer. Every technique, from the basic rodent 
models that cleared the path to the complex genetically 
modified and patient-derived xenograft models of 
today, has contributed to our understanding of the 
complex aspects of carcinogenesis. Carcinogenesis 
models are invaluable tools in the fight against cancer 
because they provide a regulated surface on which 
scientists may depict the molecular landscapes, 
environmental factors, and potential therapeutic targets 
related to carcinogenesis. These models have several 
uses, such as understanding the genetic basis of cancer, 
testing new medications, and investigating the dynamic 
interaction between tumors and the immune system. 
Our position at the nexus of clinical translation and 
scientific discovery means that the ramifications of these 
models cut across a wide range of fields. Personalized 
medicine, immunotherapies, and targeted medicines are 
no longer theoretical concepts; they are concrete realities 
developed via extensive testing using these models. The 
creation of chemo preventive techniques, the 
identification of biomarkers, and the comprehension of 
the subtleties of metastasis highlight the comprehensive 
nature of the insights obtained from these models. But 
the trip is far from done. The dynamic field of cancer 
research necessitates the ongoing improvement of 
current models and the investigation of new strategies 

that emulate the intricacy of actual tumors. The 
continued development of technologies like organoids 
and patient-derived organotypic cultures holds promise 
in tackling these challenges in the quest for models that 
authentically recreate malignancies' heterogeneity and 
dynamic evolution. 

Moreover, cross-disciplinary cooperation is needed to 
build the translational bridge that links bedside 
discoveries to bedside applications. The true measure of 
these models' impact will be determined by how well 
their fundamental research findings are incorporated 
into clinical trials and, eventually, patient care. To fully 
utilize these models, a convergence of knowledge is 
required, ranging from geneticists and molecular 
biologists to computational scientists and physicians. 
Carcinogenesis models are heroes in the grand study of 
cancer research, helping us navigate the maze of intricate 
details that characterize this powerful disease. Lessons 
from these models are being applied in clinics and 
laboratories, where patients await breakthroughs that 
could lead to recovery and optimism. Incorporating new 
technology, improving current models, and being 
dedicated to cooperative, multidisciplinary research will 
serve as our compass as we go across unexplored areas. 
The quest for cancer understanding, made possible by 
these models, continues to be evidence of the human 
spirit's tenacity and our conviction that, by knowledge 
and creativity, we can solve the disease's riddles and 
pave the way for a time when the word "cancer" will no 
longer inspire fear but rather hope. To sum up, 
carcinogenesis models are the foundation of cancer 
research because of their wide range of techniques and 
approaches. Every model offers a different viewpoint on 
the complex riddle of cancer, from rodent models' well-
regulated surroundings to xenografts' complexities. 
Whether the study issue is about genetic susceptibility, 
environmental factors, or therapeutic interventions, the 
choice of a particular model is determined by it. The 
relationship between animal models and human clinical 
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research is becoming clearer and clearer as technological 
developments improve our capacity to examine immune 
responses, modify genes, and simulate the tumor 
microenvironment. 

The constant hunt for more precise and predictive 
models highlights how cancer research is dynamic, with 
every discovery influencing the next step toward the 
unstoppable disease's victory. Research examines these 
models in more detail in the following sections, 
examining how they help us understand different types 
of cancer and how research findings are applied in the 
clinic. A new era of targeted therapeutics and 
personalized medicine is being ushered in by the 
collaborative efforts of scientists, doctors, and model 
organisms, as demonstrated by the advancement of 
carcinogenesis models. 

Recommendation 

Without a doubt, the following suggestions are derived 
from the investigation of carcinogenesis models and 
their uses: 

 Why Encourage multidisciplinary cooperation 
between geneticists, clinicians, computer scientists, 
and molecular biologists to maximize the 
knowledge, interpretation, and practical application 
of results from carcinogenesis models? 

• Adopt and incorporate cutting-edge technology, 
such as organoids and organotypic cultures 
obtained from patients, to improve and refine 
carcinogenesis models and better reflect the 
complexity of clinical tumors. 

• Priority is given to validating new biomarkers for 
cancer diagnosis, prognosis, and treatment response 
discovered using xenograft and syngeneic models. 
Transferring these biomarkers from experimental 
settings to ordinary clinical practice will require 
rigorous clinical validation. 

• Quicken the transition of therapeutic approaches 
that promise in preclinical models—like xenografts 
and GEMMs—into carefully planned clinical trials. 
Improving patient outcomes requires bridging the 
gap between benchside discoveries and bedside 
uses. 

• Use spontaneous models in longitudinal research to 
learn more about the normal progression of cancer 
development. This method can give important 
details about the evolution of tumors, their 
heterogeneity, and how they respond to treatment in 
a more ecologically relevant setting. 

• Step-up studies are employing syngeneic models to 
investigate and improve immunotherapies. The 
development of more potent immunotherapeutic 
approaches will benefit from understanding the 
complexities of the interactions between the tumor 

and the immune system in controlled environments. 

• Launch educational programs that use rodent 
models as useful teaching aids for the upcoming 
generation of physicians, researchers, and 
healthcare workers. This will guarantee a 
knowledgeable and proficient workforce in the field 
of cancer research. 

• Encourage and participate in international 
cooperative projects that harmonize experimental 
protocols, exchange data, and standardize methods 
amongst research institutes. The results from many 
laboratories will be more reliable and reproducible 
thanks to this cooperative approach. 

• When using animal models, consider ethical issues a 
priority, ensuring that accepted norms and 
procedures are followed. Sustaining public support 
and trust in the ethical handling of animals in 
research necessitates open communication. 

• Increase the applications of organoids and 
xenografts obtained from patients in personalized 
medicine. Because these models are directly 
produced from patient tumors, there is a great deal 
of promise for customizing treatments for individual 
patients depending on the unique features of their 
cancers. By encouraging creativity, moral behavior, 
and teamwork, these suggestions hope to progress 
the field of carcinogenesis research and eventually 
lead to improvements in cancer detection, 
prevention, and therapy. How clinical applications 
and laboratory findings interact dynamically will 
determine how cancer care is provided in the future. 

References 
1. T. Tsukamoto, T. Mizoshita, and M. Tatematsu, "Animal models 

of stomach carcinogenesis," Toxicologic pathology, vol. 35, no. 5, 

pp. 636-648, 2007. 

2. J. P. Wang, L. Qi, M. R. Moore, and J. C. Ng, "A review of animal 

models for the study of arsenic carcinogenesis," Toxicology letters, 

vol. 133, no. 1, pp. 17-31, 2002. 

3. C. J. Kemp, "Animal models of chemical carcinogenesis: driving 

breakthroughs in cancer research for 100 years," Cold Spring 

Harbor Protocols, vol. 2015, no. 10, p. 865, 2015. 

4. F. Okada, R. Izutsu, K. Goto, and M. Osaki, "Inflammation-

related carcinogenesis: lessons from animal models to clinical 

aspects," Cancers, vol. 13, no. 4, p. 921, 2021. 

5. M. Kanneganti, M. Mino-Kenudson, and E. Mizoguchi, "Animal 

models of colitis-associated carcinogenesis," Journal of 

Biomedicine and Biotechnology, vol. 2011, 2011. 

6. D. N. Seril, J. Liao, G.-Y. Yang, and C. S. Yang, "Oxidative stress 

and ulcerative colitis-associated carcinogenesis: studies in 

humans and animal models," Carcinogenesis, vol. 24, no. 3, pp. 

353-362, 2003. 

7. H. Wanibuchi et al., "Understanding arsenic carcinogenicity by 

the use of animal models," Toxicology and applied pharmacology, 

vol. 198, no. 3, pp. 366-376, 2004. 

8. B. A. Ruggeri, F. Camp, and S. Miknyoczki, "Animal models of 

disease: pre-clinical animal models of cancer and their 

applications and utility in drug discovery," Biochemical 



 

42 

Mathew W. Carcinogenesis Models: Animal Models and Their Applicability 
 

Journal of Carcinogenesis - 2023, 22:02 

pharmacology, vol. 87, no. 1, pp. 150-161, 2014. 

9. V. E. Steele and R. A. Lubet, "The use of animal models for cancer 

chemoprevention drug development," in Seminars in oncology, 

2010, vol. 37, no. 4: Elsevier, pp. 327-338.  

10. N. Shanks, R. Greek, and J. Greek, "Are animal models predictive 

for humans?," Philosophy, ethics, and humanities in medicine, vol. 4, 

no. 1, pp. 1-20, 2009. 

11. G. G. Long, D. Morton, T. Peters, B. Short, and M. Skydsgaard, 

"Alternative mouse models for carcinogenicity assessment: 

industry use and issues with pathology interpretation," 

Toxicologic pathology, vol. 38, no. 1, pp. 43-50, 2010. 

12. L. O. Reis, W. J. Fávaro, U. Ferreira, A. Billis, M. G. Fazuoli, and 

V. H. Cagnon, "Evolution on experimental animal model for 

upper urothelium carcinogenesis," World journal of urology, vol. 

28, pp. 499-505, 2010. 

13. J. Ding et al., "Current animal models of bladder cancer: 

Awareness of translatability," Experimental and therapeutic 

medicine, vol. 8, no. 3, pp. 691-699, 2014. 

14. F.-L. Chung, J. Schwartz, C. R. Herzog, and Y.-M. Yang, "Tea and 

cancer prevention: studies in animals and humans," The Journal 

of nutrition, vol. 133, no. 10, pp. 3268S-3274S, 2003. 

15. B. Aguilar, P. Fang, R. Laubenbacher, and D. Murrugarra, "A 

near-optimal control method for stochastic boolean networks," 

Letters in biomathematics, vol. 7, no. 1, p. 67, 2020, doi: 

10.30707/LiB7.1.1647875326.011975. 

16. T. Tanaka, "Colorectal carcinogenesis: Review of human and 

experimental animal studies," Journal of carcinogenesis, vol. 8, 

2009. 

17. R. Baan et al., "A review of human carcinogens—part F: chemical 

agents and related occupations," The lancet oncology, vol. 10, no. 

12, pp. 1143-1144, 2009. 

18. B. Traoré, O. Koutou, and B. Sangaré, "A Mathematical model of 

Malaria transmission dynamics with general incidence function 

and maturation delay in a periodic environment," Letters in 

Biomathematics, vol. 7, no. 1, pp. 37–54-37–54, 2020. 

19. T. Tanaka and R. Ishigamori, "Understanding carcinogenesis for 

fighting oral cancer," Journal of oncology, vol. 2011, 2011. 

20. A. Onaciu et al., "Spontaneous and induced animal models for 

cancer research," Diagnostics, vol. 10, no. 9, p. 660, 2020. 

21. S. Choudhuri, R. Chanderbhan, and A. Mattia, "Carcinogenesis: 

mechanisms and models," in Veterinary Toxicology: Elsevier, 2018, 

pp. 339-354. 

22. J. Khateeb, E. Fuchs, and M. Khamaisi, "Diabetes and lung 

disease: an underestimated relationship," Review of Diabetic 

Studies, vol. 15, no. 1, pp. 1-15, 2019. 

23. L. Bertola and L. F. Malloy-Diniz, "Assessing knowledge: 

psychometric properties of the BAMS semantic memory 

battery," Archives of Clinical Psychiatry (São Paulo), vol. 45, pp. 33-

37, 2018. 

24. M. P. Waalkes, J. Liu, J. M. Ward, and B. A. Diwan, "Animal 

models for arsenic carcinogenesis: inorganic arsenic is a 

transplacental carcinogen in mice," Toxicology and applied 

pharmacology, vol. 198, no. 3, pp. 377-384, 2004. 

25. Z. Li et al., "Application of animal models in cancer research: 

recent progress and future prospects," Cancer Management and 

Research, pp. 2455-2475, 2021. 

26. N. J. Serkova et al., "Preclinical applications of multi-platform 

imaging in animal models of cancer," Cancer research, vol. 81, no. 

5, pp. 1189-1200, 2021. 

27. A. K. S. Teixeira and J. L. A. Vasconcelos, "Histopathological 

profile of patients diagnosed with malignant tumors assisted in 

a hospital of reference of Agreste Pernambucano," Jornal 

Brasileiro de Patologia e Medicina Laboratorial, vol. 55, pp. 87-97, 

2019, doi: 10.5935/1676-2444.20190002. 

28. N. S. Yee, N. Ignatenko, N. Finnberg, N. Lee, and D. Stairs, 

"Animal models of cancer biology,"  vol. 8, ed: SAGE 

Publications Sage UK: London, England, 2015, p. CGM. S37907. 

29. H. MOUSAVI-SABET, M. AMOUEI, M. SALEHI, A. SALEHI-

FARSANI, and A. HEIDARI, "Range extension and a new 

locality for the lake goby Rhinogobius lindbergi Berg, 1933 in the 

upper Tigris River drainage, Iran," FishTaxa, vol. 4, no. 1, pp. 9-

12, 2019. 

30. D. W. Rosenberg, C. Giardina, and T. Tanaka, "Mouse models for 

the study of colon carcinogenesis," Carcinogenesis, vol. 30, no. 2, 

pp. 183-196, 2009. 

31. A. S. Higioka, J. M. Martins, and F. Martinello, "Evaluation of the 

clinicai analysis service provided to an emergency department," 

Jornal Brasileiro de Patologia e Medicina Laboratorial, vol. 55, pp. 04-

19, 2019, doi: 10.5935/1676-2444.20190005. 

32. J. T. Cuadrado, D. S. Lim, R. M. S. Alcontin, J. L. L. Calang, and 

J. C. Jumawan, "Species composition and length-weight 

relationship of twelve fish species in the two lakes of Esperanza, 

Agusan del Sur, Philippines," FishTaxa, vol. 4, no. 1, pp. 1-8, 2019. 

 


