


Actions 2018: 

1. To strengthen the Director’s position arguing for a larger budget from the parent 
Institute, the mission of the CIBERONC should be clearly articulated and embraced by 
the membership. 

2. The Program would benefit from a more structured central infrastructure. This may 
require a slight increase in the budget for central management. 

3. The parameters used to evaluate the use and impact of the budget attributed to each 
groups should be clear and applied with precision.

4. The already existing climate of transparency should be maintained and increased. It will 
benefit from the clarity of the mission and will minimize the natural competitiveness 
between programs led by creative and driven investigators. 

5. The emphasis of the collaborations supported by CIBERONC should be “translational 
precision medicine”. 

6. The SAB is concerned that Programs use common technological platforms in an 
uncoordinated way (liquid biopsy, organoids, quantitative imaging in immune-oncology, 
software development). To avoid duplication of efforts, thought should be given to find 
ways to maximize the investment in this type of effort utilized by many programs, for 
example, SOPs for the collection of germ line DNA. 

1. CIBERONC major mission as “Promote stable collaborative
translational cancer research in Spain, focusing on translational
precision medicine as a strategy to meet the European priorities”

2. Central management budget will be increased

4. Transversal work modules focused in major fields of translational
precision medicine will be created

3. The evaluation criteria will be updated
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Resistance

therapies. For example, the deployment of apoptosis-inducing

drugs may induce cancer cells to hyperactivate mitogenic

signaling, enabling them to compensate for the initial attrition

triggered by such treatments. Such considerations suggest

that drug development and the design of treatment protocols

will benefit from incorporating the concepts of functionally

discrete hallmark capabilities and of the multiple biochemical

pathways involved in supporting each of them. Thus, in partic-

ular, we can envisage that selective cotargeting of multiple

core and emerging hallmark capabilities and enabling character-

istics (Figure 6) in mechanism-guided combinations will result in

more effective and durable therapies for human cancer.

CONCLUSION AND FUTURE VISION

We have sought here to revisit, refine, and extend the concept of

cancer hallmarks, which has provided a useful conceptual

framework for understanding the complex biology of cancer.

The six acquired capabilities—the hallmarks of cancer—have

stood the test of time as being integral components of most

forms of cancer. Further refinement of these organizing princi-

ples will surely come in the foreseeable future, continuing the

remarkable conceptual progress of the last decade.

Looking ahead, we envision significant advances during the

coming decade in our understanding of invasion and metastasis.

Similarly, the role of aerobic glycolysis in malignant growth will

be elucidated, including a resolution of whether this metabolic

reprogramming is a discrete capability separable from the core

hallmark of chronically sustained proliferation. We remain

perplexed as to whether immune surveillance is a barrier that

virtually all tumors must circumvent, or only an idiosyncrasy of

an especially immunogenic subset of them; this issue too will

be resolved in one way or another.

Yet other areas are currently in rapid flux. In recent years, elab-

orate molecular mechanisms controlling transcription through

chromatin modifications have been uncovered, and there are

Figure 6. Therapeutic Targeting of the Hallmarks of Cancer
Drugs that interfere with each of the acquired capabilities necessary for tumor growth and progression have been developed and are in clinical trials or in some

cases approved for clinical use in treating certain forms of human cancer. Additionally, the investigational drugs are being developed to target each of the

enabling characteristics and emerging hallmarks depicted in Figure 3, which also hold promise as cancer therapeutics. The drugs listed are but illustrative

examples; there is a deep pipeline of candidate drugs with different molecular targets and modes of action in development for most of these hallmarks.
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•  Do the fig
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r es convey the intended message?
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•  Are any chemical structures correct?
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Novel Therapies

therapies. For example, the deployment of apoptosis-inducing

drugs may induce cancer cells to hyperactivate mitogenic

signaling, enabling them to compensate for the initial attrition

triggered by such treatments. Such considerations suggest

that drug development and the design of treatment protocols

will benefit from incorporating the concepts of functionally

discrete hallmark capabilities and of the multiple biochemical

pathways involved in supporting each of them. Thus, in partic-

ular, we can envisage that selective cotargeting of multiple

core and emerging hallmark capabilities and enabling character-

istics (Figure 6) in mechanism-guided combinations will result in

more effective and durable therapies for human cancer.
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We have sought here to revisit, refine, and extend the concept of

cancer hallmarks, which has provided a useful conceptual

framework for understanding the complex biology of cancer.

The six acquired capabilities—the hallmarks of cancer—have

stood the test of time as being integral components of most

forms of cancer. Further refinement of these organizing princi-

ples will surely come in the foreseeable future, continuing the

remarkable conceptual progress of the last decade.

Looking ahead, we envision significant advances during the

coming decade in our understanding of invasion and metastasis.

Similarly, the role of aerobic glycolysis in malignant growth will

be elucidated, including a resolution of whether this metabolic

reprogramming is a discrete capability separable from the core

hallmark of chronically sustained proliferation. We remain

perplexed as to whether immune surveillance is a barrier that

virtually all tumors must circumvent, or only an idiosyncrasy of
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orate molecular mechanisms controlling transcription through

chromatin modifications have been uncovered, and there are

Figure 6. Therapeutic Targeting of the Hallmarks of Cancer
Drugs that interfere with each of the acquired capabilities necessary for tumor growth and progression have been developed and are in clinical trials or in some

cases approved for clinical use in treating certain forms of human cancer. Additionally, the investigational drugs are being developed to target each of the

enabling characteristics and emerging hallmarks depicted in Figure 3, which also hold promise as cancer therapeutics. The drugs listed are but illustrative

examples; there is a deep pipeline of candidate drugs with different molecular targets and modes of action in development for most of these hallmarks.
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& Biomarkers

WM2. Cancer Bioinformatics
& Omics

WM3. Drug Resistance & 
New Treatments

WM4. Immuno-Onoclogy WM5. Experimental Models



Work Modules

Liquid Biopsy & Biomarkers

Rodrigo Toledo
Vall d’Hebron Instituto de Oncología

Cancer Bioinformatics & Omics

Víctor Quesada
Universidad de Oviedo

Drug Resistance & New Therapies

Alberto Ocaña
Universidad de Castilla La Mancha

Immuno-Oncology

Pedro Berraondo
Centro de Investigación de Medicina Aplicada

Modelos Experimentales

Patricia Pérez-Galán 
Instituto de Investigaciones Biomédicas August Pi i Sunyer



Work Modules Goals

1 Promote the creation of collaborative projects oriented to compete in
international external calls.

2 Promote CIBERONC inter-Program collaboration.

3 Promote CIBERONC young researchers’ careers.

4 Facilitate communication and organization between those CIBERONC
members who usually work in similar biomedical processes.

5 Unify resources and protocols in the area.
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