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More American Cancer Society (ACS) recommends men be able to make an informed decision with their health care provider about whether to be screened for prostate cancer. The decision should be made after receiving information about the uncertainties, risks and potential benefits of prostate cancer
screening. Men should not be checked unless they have received this information. Discussion of screening should take place at the age of 50 for men who are at average at risk of prostate cancer and are expected to live at least another 10 years. 45 years old in men at high risk of prostate cancer. This
includes African-Americans and men who have a first-degree relative (father or brother) diagnosed with prostate cancer at an early age (younger than 65). Age 40 for men with an even higher risk (those with more than one first degree relative who had cancer glands at an early age). After this discussion,
men who want to be tested should get a prostate-specific antigen (PSA) blood test. The Digital Rectal Examination (DRE) can also be done as part of the screening. (See prostate cancer screening.) If after that a person cannot decide whether the testing is right for him, the decision on screening can be
made by a doctor who must take into account the general preferences and values of human health. If prostate cancer is not detected as a result of screening, the time between future screenings depends on the results of the PSA blood test: Men who choose to undergo testing who have PSA less than 2.5
ng/ml may only need to be retested every 2 years. Screening should be done annually for men whose PSA level is 2.5 ng/ml or higher. Because prostate cancer often grows slowly, men without prostate cancer symptoms who do not have a 10-year lifespan should not be offered tests because they cannot



benefit. General health, not just age, is important when making screening decisions. Even after a test decision is made, the discussion of the pros and cons of testing should be repeated as new information becomes available about the benefits and risks of testing. Further discussions are also needed in
the light of changes in a person's health, values and preferences. The American Cancer Society recommends that amptomatic men who have at least 10-year life expectancy have the opportunity to make an informed decision with their health care provider about screening for prostate cancer after they
receive information about the uncertainties, risks and potential benefits associated with prostate cancer screening. Work off campus? Learn about our Remote Access Options Volume 60, Issue 2 † To earn a free CME credit or nursing contact hours to successfully complete an online quiz based on this
article, go to . - American Cancer Society Prostate Cancer Advisory Committee: Andrew M. D. Wolff, MD (Chairman), Associate Professor of Medicine, University of Virginia School of Medicine, Charlottesville, Virginia; Claudia R. Baquet, MD, MPH, Associate Dean of Policy and Planning and Director,
Center for Health Inequality, University of Maryland School of Medicine, Baltimore, MD; Gerald Chodak, MD, Chicago, Illinois; Jenny Cook, National Convention of the American Cancer Society, Larkspur, California; Anthony W. D'Amico, md, PhD, Department, Division of Genital Radiation Oncology,
Dana-Farber Cancer Institute and Professor of Radiation Oncology, Harvard Medical School, Boston, Massachusetts; Ruth B. Etzioni, Ph.D., Full Member, Program in Biostatistics and Biomatematics, Fred Hutchinson Cancer Research Center, Seattle, Washington; Thomas D. Vogel, MD, Cabrillo
Radiation Oncology Medical Center and Coastal Radiation Oncology Medical Group, California; Paul A. Godley, MD, PhD, MPP, Professor of Hematology/Oncology, University of North Carolina School of Medicine and Member, Lineberger Comprehensive Cancer Center, Chapel Hill, North Carolina;
Cynthia M. LeBlanc, EdD, Massachusetts, Vice Chairman of the National Board of the American Cancer Society Richmond, California; Terry Mason, MD, Chief Medical Officer, Cook County Health and Hospitals System, Chicago, Illinois; Viraj Master, MD, PhD, Associate Professor of Urology, Emory
University School of Medicine, Atlanta, Georgia; Andrew L. Salner, MD, Director, Department of Radiation Oncology and Director, Oncology Program, Hartford Hospital, Hartford, Connecticut; Virgil H. Simons, Founder and President, The Prostate Net, Secaucus, NJ; Ian M. Thompson Jr., M.D., Chair and
Professor of Urology, University of Texas Health Science Center, San Antonio, Texas; and Richard K. Wender, MD, Chairman and Professor of Graduates, Department of Family and Public Medicine, Thomas Jefferson University Medical College, Philadelphia, Pennsylvania ICS Staff (Atlanta, Ga.):
Kimberly Andrews, Research Fellow, Division of Cancer Management Science; Durado D. Brooks, MD, MPH, Director, Prostate and Colorectal Cancer, Division of Cancer Science; D. Leonard Liktenfeld, md, MACP, Deputy Chief Medical Officer; Robert A. Smith, PhD, Director, Cancer Screening, Cancer
Science Division. - DISCLOSURES:: Members of the Advisory Committee on Prostate Cancer of the American Cancer Society have been asked to disclose relationships including potential financial conflicts of interest. The following was revealed: Mr. Chodak served on the advisory board of Watson
Pharmaceuticals and Ferring Pharmaceuticals; W. Simons worked as a consultant with the New Jersey Office of Cancer Control and Cancer Prevention for their cancer education and early detection program, served as a study for various university studies to reach African-American men to promote
awareness of disease risk and/or early detection, and is the recipient of educational grants from Astrazeneca, Sanofi-Aventis, GTx, Genentech, and Abbott Oncology for Patient/Professional Symposium Education Program (see Form 990 on for more information); I. Thompson served as a consultant to
the Pharmacal and Veridex Mission for a new biomarker that is being tested for future use by the FDA for prostate cancer detection. All proceeds from this consultation are transferred to the University of Texas Health Science Center. He also received grant support from the Early Detection Research
Network, NCl. No other potential conflicts related to this article have been reported. ‖ available online on and In 2009, the American Cancer Society (ACS) Prostate Cancer Advisory Committee began the process of fully updating recommendations for early detection of prostate cancer. A number of
systematic reviews of the evidence were carried out, with evidence being the focus, with early detection of prostate cancer, test performance, the harm of localized prostate cancer therapy, and general and informed solutions in prostate cancer screening. Teh Teh systematic reviews have been evaluated
by the ACS Prostate Cancer Advisory Committee, and discussions about evidence occurred at committee meetings and during conference calls. On the basis of evidence and consensus process, the Advisory Committee on Prostate Cancer developed this guidance, and a written committee prepared a
steering document that was circulated to the entire committee for review and review. The document was then circulated to reviewers for feedback and finally to the ACS Mission Results Committee and the ACS Board of Directors for approval. The ACS recommends that amptomatic men who have at least
10 years of life expectancy have the opportunity to make an informed decision with their health care provider about screening for prostate cancer after they receive information about the uncertainties, risks and potential benefits associated with prostate cancer screening. Prostate cancer screening should
not take place without an informed decision-making process. Men with average risk should receive this information from the age of 50. Men from high-risk groups should receive this information before the age of 50. Men should either receive this information directly from their health workers or refer to
reliable and culturally relevant sources. Patient decision-making helps prepare men to decide whether to be tested. CA Cancer J Wedge 2010;60:70-98. © 2010, the American Cancer Society, Inc. Although there have been significant advances in our understanding of prostate cancer screening since the
last American Cancer Society (ACS) guidance update in 2001, there remains considerable uncertainty about the overall cost of detecting early-stage prostate cancer detection. New evidence that periodic testing with prostate-specific antigen (PSA) can reduce the likelihood of death from prostate cancer
should be weighed with serious risks incurred by early detection and follow-up treatment and especially against the risk of treating many men for screening detected prostate cancer that would not have experienced the negative effects of their disease if it went unnoticed. Against this backdrop of
uncertainty, risks and potential benefits, we have developed guidance that emphasizes the importance of engaging men in deciding whether to initiate and continue testing for prostate cancer. To participate in this decision, men must have a basic understanding of the importance of prostate cancer, the
potential benefits of early detection, strengths and limitations of PSA testing, and the risks of finding and treating cancer, On the screen. In the manual, we have tried to provide the basic elements of information necessary to make an informed decision. How men use this knowledge will depend to a large
extent on the value they bring to the various elements: elements: reduce the likelihood of a person dying from cancer is worth the risk of harmful effects of treatment? Does the realization that some men are considered unnecessarily outweigh the reassurances that comes from finding cancer at an early
stage? Health care providers can and should play a crucial role in helping men make this decision, assuring them that they have the right information and helping them clarify their values relevant to this decision. Given the complexity of the issues involved and the time constraints faced by health care
providers, we encourage health care providers and patients to use the tools to make decisions on prostate cancer screening to facilitate the process and better ensure a solution that is truly commensurate with the patient's values. For men who are unable to make a decision, the decision to screen may
be left to the health care provider, who must take into account in deciding his or her knowledge of the patient's general preferences and health values. In view of the delay between screening and expected mortality, we continue to recommend that men whose life expectancy is less than 10 years should
not be detected early. The likelihood of benefiting these men is low enough to outweigh the risk of harm associated with treatment that will occur in the near future. Conversely, we continue to recommend that men at a higher risk of prostate cancer at an earlier age - African-American men and men with a
family history of prostate cancer in undesirable relatives - provide an opportunity to make informed decisions at an earlier age than men with an average risk. For health care providers and their patients who choose to be tested, we offer recommendations on the frequency of testing, based on PSA level,
and how to proceed with the test result. Without definitive responses to randomized trials, we consider the traditional PSA level of 4.0 ng/ml a reasonable threshold for further evaluation. However, while acknowledging that there is no true cut-off point for PSA that distinguishes cancer from non-cancer, we
invite suppliers to consider individual solutions when PSA levels fall in an uncertain range from 2.5 ng/ml to 4.0 ng/ml, especially for men at increased risk of high-end cancer based on non-PSA risk factors. We hope that future advances in early detection of prostate cancer will lead to the ability to
accurately distinguish between lazy and aggressive cancers and that the adverse effects of prostate cancer treatment will be reduced enough to tip the scales clearly in favor of screening. Until then, however, health care providers and the health care system as a whole will men should be given the
opportunity to decide whether they want to seek early detection of prostate cancer. The burden of suffering from prostate cancer in States are important. In 2009, about 192,000 men were diagnosed with prostate cancer, and 27,000 men are expected to die from the disease.1 Approximately 2.2 million
living American men have been diagnosed with prostate cancer, and some of them live with metastatic disease, a painful and functionally limiting stage of the disease.2 Prostate cancer is by far the most commonly diagnosed cancer among American men and remains the second leading cause of cancer
death in men.1 Blood cancer analysis PSA has changed the landscape of prostate cancer By creating a sharp increase in morbidity since its spread 20 years ago and helping to move the stage of the disease at the time of diagnosis to a much earlier and potentially more curable stage.3-5 However,
testing for early detection of prostate cancer remains a source of uncertainty and contradiction. PSA screening was introduced based on evidence that elevated PSA levels were associated with occult prostate cancer. During the 20-year period since significant PSA testing began, there has been a
decrease in mortality from prostate cancer. While some attribute this decline to mortality screening, others doubt that the decline in prostate cancer deaths in the United States may be due to improved cancer treatment.6, 7 Observational data and quasi-experimental studies have produced mixed results
in terms of PSA's contribution to this reduction in mortality.8, 9 Non-experimental data are generally seen as a basis for a lack of policy in health care that has been delayed in anticipation of the results of two promising trials. , European Randomized Trial Screening for Prostate Cancer (ERSPC) and
Prostate Arm Prostate, Lung, Colorectal and Ovarian Screening (PLCO) Cancer Screening Court in the United States. However, unlike dispute resolution, new issues were raised as a result of the publication of preliminary results of these two trials in 2009.10, 11 ERSPC demonstrated a 20% reduction in
mortality from prostate cancer in men randomized invitation to screening compared to control, while the PLCO did not demonstrate a decrease in mortality. While the benefits of prostate cancer screening are uncertain, the burden associated with early detection and treatment of prostate cancer is known.
It has been estimated that between 23% and 42% of cancer screening-detected cancers would never have been diagnosed in the absence of screening.12 This degree of potential overdiagnosis and related over-treatment of invasive diseases appears to be greater than for any other cancer for which
routine screening is currently taking place. In addition, the side effects of prostate cancer treatment are and potentially life-changing. There is a significant risk of developing symptoms associated with the genital, urinary tract and bowel, bowel, the type of treatment chosen.13-15 Thus, the abundance of
data currently available for early detection of prostate cancer does not support either a clear screening mandate or a ban on screening. Amid this backdrop of uncertainty and controversy, the ACS has commissioned its Prostate Cancer Advisory Committee to review its guidance on early detection of
prostate cancer to reflect current data. Specific objectives were aimed at addressing the following areas: 1) recommending that health care providers and patients provide screening to middle-risk men; 2) recommendations to health care providers and patients for screening of higher-risk men, mainly
African-American men and men with one or more first-degree relatives with prostate cancer; 3) recommendations for the most appropriate screening test or a combination of tests and frequency, if the man decides to undergo screening; and 4) recommendations on the desirability, nature and content of
general decision-making discussions between men and health professionals. This process began with the commissioning of a number of systematic evidence reviews. Three areas of broad content included early detection of prostate cancer, the harm of localized prostate cancer therapy, and joint and
informed decision-making in prostate cancer screening. In the area of early detection of prostate cancer, exploratory strategies are considered the following subdomains: 1) the effectiveness of screening in reducing mortality from prostate cancer; 2) test characteristics of prostate cancer screening in
amptomy men, including sensitivity, specificity and predictive values; and 3) the physical and psychological harm associated with screening. Abstract information included the installation and design of the study, screening test, participants' characteristics (including age, race/ethnicity, educational status
and socio-economic status), weapons study (e.g., case and control determination), participant share, proven duration, valid tests, outcome indicators (e.g. mortality) and measurement of associations (e.g. risk factors). In the case of subdomin of injury screening, information on the methods used to
measure harm (e.g. anxiety questionnaire, general psychological/mental health questionnaire) was abstracted. Searches related to the harm of treatment of clinically localized prostate cancer were limited to radical prostatectomy, external radiation therapy, brachytherapy, androgenic therapy, watchful
observation and active observation. An informed and/or general decision-making strategy (IDM/SDM) for prostate cancer screening has been identified studies targeting amptomatic men without a diagnosis of prostate cancer. The following projects considered the right to be included as intervention
studies: randomized controlled trials, randomized controlled trials with and post-intervention, preintervention and post-intervention with control, and pre-intervention and post-intervention without control. Extracted IDM/SDM results were classified as 1) knowledge, 2) screening rates, 3) screening
intentions, 4) conflict decision-making, 5) decision-making trust, 6) decision-making anxiety, 7) decision/role preference, 8) satisfaction, and 9) others. The studies were determined by searching Forline for articles that were published between January 1950 and June 2009. Initial searches were not limited
to the specific design of the study. The review of articles and congressional abstracts also looked for relevant articles. The two authors (I.G. and C.D.) independently reviewed the names, abstracts and complete texts for eligibility and independently abstracted data from individual publications. If
necessary, the data were layered based on patient characteristics such as age, race and a positive family history of prostate cancer. The data was entered into a user database that was developed specifically for this review using Microsoft Access Software 2007 (Microsoft Corporation, Redmond,
Washington). Any discrepancies in the selection process and data abstraction were resolved through discussion by the two authors. The results of the systematic reviews were presented to all members of the ACS Prostate Cancer Advisory Committee for review before the meeting and were
supplemented by presentations by experts (both committee members and invited outside experts) at a further committee meeting. Discussions of evidence took place at committee meetings and in a series of conference calls that preceded and followed the meeting. The relevant literature, which had not
been captured by systematic reviews, had been disseminated by individual members of the committee to the entire committee. The ACS Prostate Cancer Advisory Committee has developed a consensus-based guide to early detection of prostate cancer, and a written committee has prepared a steering
document that has been circulated to the entire committee for review and review. The manual with the supporting document was then circulated to reviewers for feedback and then to the ACS Mission Results Committee for review. The Mission Results Committee approved the guidance, proposed
changes to the support document and sent documents to the ACS Board of Directors for final approval. The ACS recommends that amptomatic men who have at least 10-year lifespans should be able to make an informed decision with their health care provider about whether to screen for prostate
cancer, after receiving information about the uncertainties, risks and potential benefits associated with cancer screening Prostate cancer screening should not take place without an informed decision-making process. Men with average risk should receive this information from the age of 50. Men's Men
higher risk, including African-American men and men who have a first-degree relative (father or brother) diagnosed with prostate cancer before the age of 65, should receive this information from the age of 45. Men with a markedly higher risk (several family members diagnosed with prostate cancer before
the age of 65) should receive this information from the age of 40. Men should either receive this information directly from their health workers or refer to reliable and culturally relevant sources. Patient decision-making assistance is helpful in preparing men to decide whether to be tested.16 For men who
cannot make a decision, the decision to screen may be left to the health care provider, who must take into account his or her knowledge of the patient's general preferences and health values. Imptomatic men who have less than 10 years of life expectancy depending on age and health status should not
be offered prostate cancer screening. At age 75, only about half of men have a life expectancy of 10 years or more. Men in this age group with significant comorbidities, as well as young men with life-limiting comorbidities, are unlikely to benefit from screening. For example, screening does not expect men
with congestive heart failure in Class 4, chronic obstructive obstructive pulmonary disease, end-of-stage renal disease, moderate to severe dementia, or life-limiting cancer will not benefit from screening. Life-limiting conditions become more common with the age of men; thus, it is important to take into
account overall health, not just age, when making screening decisions. The main pieces of information that will be provided to men to assist in their decision include the following (please refer to the subsequent sections of this article for more detailed, quantitative information related to each of these basic
elements): Prostate cancer is an important problem for men's health. Screening using PSA blood tests alone or using PSA and Digital Rectal Examination (DRE) detects cancer at an earlier stage than if screening is not carried out. Prostate cancer screening may be associated with a reduced risk of
death from prostate cancer; however, the evidence is contradictory and experts disagree on the value of screening. For men whose prostate cancer is detected through screening, it is currently impossible to predict which men may benefit from the treatment; some men who are being treated can avoid
death and disability from prostate cancer, in while others who are being treated would have died of unrelated causes before their cancer became serious enough to affect their health or shorten their lives. Depending on the treatment chosen, prostate cancer treatment can lead to urinary tract, bowel,
sexual and other health problems. These problems can be or minimal, permanent or temporary. PSA and DRE can give false or false-negative results, meaning that men without cancer may have abnormal results and receive unnecessary additional testing, and clinically significant cancers may be
missed. False-positive results can lead to persistent anxiety about the risk of prostate cancer. Abnormal screening results with PSA or DRE require a prostate biopsy to determine whether abnormal cancer findings are. A biopsy can be painful, can lead to complications like infection or bleeding, and may
miss a clinically significant cancer. Not all men whose prostate cancer is detected through screening require immediate treatment, but they may require periodic blood tests and prostate biopsies to determine the need for future treatment. Helping men decide on screening based on their personal values,
once they understand the uncertainties, risks and potential benefits, may be helpful in citing the reasons why some men decide for or against screening. For example: A person who chooses to test may have a higher value on finding cancer early, may be prepared to be treated without a certain
expectation of benefits, and may be willing to risk urinary tract injury, sexual, and/or bowel function. A person who chooses not to be tested may have a higher value on avoiding potential harm from screening and treatment such as anxiety or risk of damage to urinary tract, genital or bowel function. The
decision to screen is best made in partnership with a reliable source of regular care. Men who do not have access to regular health care should be tested only if high-quality, informed decision-making can be guaranteed through community screening programmes. Such programmes should also ensure
that participants with abnormal screening results receive appropriate counselling and follow-up assistance if necessary. The availability of follow-up assistance should not be an afterthought. As long as these elements of the programme are not in place, community-based screening should not be initiated.
Once a screening decision has been made, a decision must be made when new research becomes available, significantly changing the balance between benefits, risks and uncertainties regarding early detection of prostate cancer. In the absence of new information, the solution should be reviewed
periodically, as a person's health, values and preferences may change over time. For men who choose to be tested for prostate cancer after considering possible benefits and risks: Screening is recommended with with or without DRE. Screening should be carried out annually for men whose PSA level is
2.5 ng/ml or more. For men whose PSA is less than 2.5 ng/ml, screening intervals can be extended to every 2 years. The PSA level of 4.0 ng/ml or more has historically been used to recommend a direction for further further or biopsy, which remains a sensible approach for men with an average risk of
prostate cancer. For PSA levels between 2.5 ng/ml and 4.0 ng/ml, health care providers should consider an individual risk assessment that includes other risk factors for prostate cancer, especially for high-end cancers that can be used to recommend a biopsy. Factors that increase the risk of prostate
cancer include the African-American race, family history of prostate cancer, increasing age, and abnormal DRE. A previous negative biopsy reduces the risk. Techniques are available that combine this information to achieve an assessment of a person's overall risk of prostate cancer and, more
specifically, his risk of high-end prostate cancer (see Prostate Specific Antigen: Individual Risk Assessment, below). Where it is not clear whether the benefits of screening outweigh the risks, the decision to test should take into account the values and preferences of the individual. In light of the uncertain
balance between the benefits and risks of prostate cancer screening, it is imperative to involve men in deciding whether to screen. This ethical mandate to involve men in decision-making stems in part from the preventive nature of screening. By definition, screening involves performing medical
interventions on individuals who are otherwise healthy; that is, they show no symptoms or signs of disease. This scenario gives the supplier greater responsibility for complying with the doctrine of primum non-nocere - first, do no harm than in the case of intervention in symptomatic states. While it is not
clear how strongly the balance of benefits and risks should favor the benefits to reduce the need for informed decisions, it is clear that this point has not been reached for prostate cancer screening. To make informed decisions related to prostate cancer screening occurs, a person must: 1) understand the
main aspects of prostate cancer and the role of screening (basic knowledge); 2) Understand the uncertainties, risks and potential benefits associated with testing and the ability not to be tested (basic knowledge); 3) Consider its preferences and values regarding screening (value); 4) choose the level of
participation in the decision-making with which he is comfortable (preference for the role); and 5) to make (or postpone) a decision based on its values and preferences (values and decisions). This definition is adapted from the definitions that have been developed by the Centers for Disease Control and
Prevention Of the Community Preventive Services Task Force17 and the U.S. Preventive Services Task Force.18 The Common Solutions is a subset of informed decisions that are made between a patient and his provider of clinical health care.17, 18 Given the importance of dependent decisions.
prostate, health care providers have important role in deciding for or against testing. First, they can provide men with information about the benefits, limitations and uncertainties associated with prostate cancer screening. Second, they can help men learn about their values associated with prostate cancer
screening. Third, they can help men integrate their knowledge of the benefits and risks of prostate cancer screening with their values to decide on screening. Finally, even with the right information, some men want to play a less active role and delay deciding whether to check their health care provider. In
this situation, while every effort should be made to attract the patient, the health care provider may use its discretion in deciding whether to recommend screening. If possible, the provider should include any knowledge about the patient's health preferences and values in the solution. While there are no
established criteria for what includes key information on prostate cancer screening for informed decision-making, the main elements have been identified in a structured review of relevant literature and consensus experts. These basic elements of making informed decisions are described in the ACS guide
for prostate cancer screening in the previous section and should be included in patient discussion and decision-making assistance. For most men, the decision to be tested for prostate cancer is not based solely on facts about screening. A person's values usually play an important role in decision-making,
and a health care professional and decision-making tools can help in this decision by helping the patient clarify their values. One useful approach may be to provide the reasons why some men decide for or against screening, which are outlined in the above instructions. Offering value-oriented scenarios is
one method to allow men to explore and integrate their values with the information they have received about prostate cancer screening to help them decide whether to be tested. By comparing the two scenarios of the parallels of the dichotomy nature of the decision faced by the patient (i.e., the screen vs.
no screen). While there is no evidence to support the superiority of this approach in relation to others,19 there is randomized trial evidence that prostate cancer screening solution assistance using matching treatment values can help reduce men's decisional conflict.20 The problem of offering each person
the right to make an informed decision about prostate cancer screening can be challenging for a health care provider. The key hurdles for IDM/SDM cited by service providers are These barriers are likely to contribute to the recent findings of the National Medical Solutions Survey, which showed that
discussing prostate cancer with patients did not meet the recommended criteria for sharing because the discussions were not balanced (mostly emphasizing benefits) and generally did not involve men in determining personal preferences.22 Given these barriers, patient decision-making assistance can
serve as effective support tools to facilitate IDM/SDM. The ideal care solution should provide balanced information on prostate cancer screening options, reflect up-to-date information on benefits and risks, provide methods to clarify values, and offer ways to discuss the solution with health care
providers.16, 23 Prostate Cancer Screening Solutions are available in print, web and CD format. Low-literate versions have been developed but are not yet widely available.20 Criteria are available to select high-quality decision-making assistance from the International Patient Care Standard (IPDAS)
Collaboration.23 Several patient decision-making aids have been evaluated in accordance with IPDAS criteria. Those available online are listed in Table 1. When choosing decision-making assistance, it is important that it either reflects the latest key information related to the test decision decision (e.g.,
the latest results from randomized trials in the U.S. and Europe) or that the health care provider can supplement another effective tool with the latest data. Table 1. Decision Speeds for Prostate Cancer Screening SUPPORTING ORGANIZATION TYPE OF DECISION SOLUTION TITLE - ON-LINE
ACCESS American Cancer Society Downloadable Document (PDF) Should I Be Tested for Prostate Cancer Available by: www.cancer.org/prostatemd Foundation for Informed Medical Decision Making Video and On'Line Interactive Resource Is the PSA Test Right for You? Available Through Health
Dialogue at the Centers for Disease Control and Prevention Downloaded Document (PDF) Prostate Cancer Screening: A Guide to Decision-Making Available on: Prostate Cancer Screening: A Guide to Decision-Making for African Americans Available as of: La Deteccion del Sener de Prestata: Una
Gunha pair Hispanos en los Estados Unidos Available by: MayoClinic.com Online Resource Prostate Cancer Screening: Should you get a PSA test? Available at: 01273 Cardiff University, UK Interactive Resource On-Line PROSDEX: Help in decision-making PSA Available on: www.prosdex.com There
is a new body of evidence regarding the impact of decision-making on prostate cancer screening.16, 24 There is strong, consistent evidence that a patient is a patient helps to improve the knowledge of prostate cancer screening patients, but no consistent evidence has demonstrated the superiority of
one media format in relation to others (i.e., is, materials, video or the Internet), although this issue has not been properly studied in populations with low literacy rates. Most studies have shown that decision-making conflict decreases among men who use decision-making assistance, and virtually all
studies that have examined role preferences indicate that decision-making encourages men to prioritize or take a more active role in decision-making on screening.24 There are implicit barriers to IDM/SDM in community-based screening programmes. First, men who attend screening programmes may be
essentially selected for wish screening and cannot be a modifiable decision-making effort. Secondly, there can be no room for joint decision-making in community screening, as there is often no way to interact with a health professional who has an adequate understanding of the overall health status of the
participants. This makes the exact choice of men who have at least 10-year lifespans - the target population for informed decision-making for prostate cancer screening is virtually impossible. Based on these concerns, ACS prevents participation in community screening programs for prostate cancer
unless they can provide adequate for informed decision-making and appropriate follow-up care. These programmes are always required to provide quality, objective, informed decision-making, either through interaction with qualified staff or through the use of proven high-quality decision-making tools that
are appropriate to the target population. In addition, such programmes should ensure that participants with abnormal screening results receive appropriate counselling and follow-up assistance. Since virtually all men aged 65 and over have Medicare health insurance, they should not be encouraged to
participate in community screening programs and should contact a primary health care provider. Therefore, due to the uncertainty, risks and potential benefits of prostate cancer screening, there is an ethical mandate to provide men who are considering screening with the opportunity to participate in an
informed decision-making process. Because of the complexity of the solution and the importance of individual values, men should be able to assist a medical professional in achieving this decision. As there is now more and more evidence to support the value and effectiveness of decision-making tools to
facilitate informed decision-making, the availability and use of such tools should be encouraged. Since the last major ACS prostate cancer early detection of guiding updates in year, many studies have been conducted examining the effects of prostate cancer screening on prostate cancer-specific
mortality and morbidity. The ACS Prostate Cancer Advisory Committee conducted this review whether the weight of current evidence supports or disproves the benefit for prostate cancer screening in terms of preventing premature death or progressive diseases. This summary of evidence organizes a
review by the types of evidence: randomized controlled trial evidence, case control evidence and evidence from surveillance and environmental studies. Due to the inherent limitations of unspaved trials to control known biases in cancer screening evaluation,25, 26 evidence of randomized controlled trials
is generally considered necessary to determine the effectiveness of the screening test. Prior to the publication of the PLCO and ERSPC trials in 2009, the results of two promising prostate cancer screening studies were published. However, both the quebec Prostate Cancer Study27 and Norrkoping
Trial28 had significant methodological deficiencies, making it impossible to draw any conclusion as to the effectiveness of screening.29 Most recently, The long-awaited results of two large prospective randomized controlled prostate cancer screening trials through PSA testing were published and reported
on various findings: the U.S. PLCO study showed no benefit for screening, while the European ERSPC demonstrated a 20% reduction in prostate cancer mortality (risk factor, 0.80; 95% confidence interval ,CI), 0.67-0.98; P .01.10, 11 Observed a decrease in mortality from prostate cancer in the study
group compared to the control group after an average of 8.8 years of follow-up, ERSPC researchers also noted that one death from prostate cancer was prevented for every 48 men who were treated for screening-detected diseases. Since this is the beginning of the follow-up period, this estimate of the
number needed for treatment may become smaller over time. PlcO study11 enrolled 76,693 men between the ages of 55 and 74 who were tested annually using the PSA and DRE serum test, while ERSPC combined the findings of several trials10 that enrolled a total of 162,243 men between the ages of
55 and 69. These people were generally screened every four years mostly with PSA only. In the PLCO study, a prostate biopsy was recommended for men whose PSA exceeded 4 ng/ml or whose DRE identified a suspicious node; While in ERSPC, PSA 3 ng/ml is commonly used without DRE to trigger
a biopsy. In each study, further follow-up will be required to determine long-term outcomes for key endpoints. In the PLCO study, 44% of men were tested previously before two PSA tests prior to randomization; undoubtedly, this high level of pre-screening has reduced the number of common prostate
cancers in the population There was little prior inspection in the ERSPC research population. The expected level of contamination (i.e., a person in a control hand receiving PSA outside of the study) was 20% in the development of both studies and an increase in the increase plcO study up to 38%. Actual
pollution rates were estimated at 52% in the PLCO11 study and 6% in ERSPC.30 in men who were randomized for PSA screening, 15% in the PLCO study and 18% in the ERSPC did not receive PSA screening. Thus, combining non-compliance problems in gun screening and contamination in the control
hands of these studies, in the PLCO study, screening occurred in 85% of men in the screening arm compared to approximately 52% of men in the control arm compared to 82% vs. 6% in ERSPC. Compared to the PLCO study, ERSPC was much closer to the ideal but rarely achievable goal of ideal
randomization compliance, in which 100% of the group invited to screening are tested compared to the lack of screening in the group assigned to routine care. Both studies have shown an increase in the incidence of prostate cancer in the screening arm compared to the control arm, although additional
follow-up measures will be needed before conclusions can be drawn with measurable confidence in the speed of overdiagnosis. Poor adherence to the recommendation for prostate biopsy in men with positive screening results was a lack of PLCO study. Only 40% of men with abnormal results in the first
round of screening actually underwent a biopsy; and by the third round of screening, the biopsy rate had dropped to 30 per cent; overall, less than half of men who had abnormal screening results underwent a biopsy. By contrast, 85.8% of men who had abnormal screening results at ERSPC were
committed to recommending a biopsy.31 Failure to perform with a biopsy would make it more difficult to demonstrate the effects of screening. Another important difference between the two studies, which may have contributed to different results, was the choice of the cut-off point of PSA. Both studies
began with a PSA threshold of 4.0 ng/ml as a value for the biopsy, and both DRE were included in the screening protocol. However, many but not all ERSPC countries have lowered the PSA threshold to 3.0 ng/ml and reduced DRE in amongudy. In the PLCO study, the intention-to-screen analysis showed
that there was no reduction in mortality from prostate cancer with dog screening after an average of 7 years with a risk factor of 1.13 and 95% OF LM from 0.75 to 1.70. In contrast, ERSPC reported a risk factor of 0.80 and 95% OF KI from 0.65 to 0.98, reflecting a 20% decrease in mortality from prostate
cancer after the average follow-up of 9 years. When adjusted for pollution and inattention (i.e., inability to screen with PSA in hand screening) in ERSPC, the risk factor improved to 0.69 (95% CI, 0.51-0.92), which represents a 31% reduction in the risk of mortality from prostate cancer.32 However, one
issue that will represent a permanent interest is that men who have been diagnosed with prostate cancer are screened for prostate cancer.32 However, one issue that will represent a permanent interest is that men who have been diagnosed with prostate cancer are screening for prostate cancer.32
However, one issue that will represent a permanent interest is that men who have been diagnosed with prostate cancer are screening for prostate cancer.32 However, one issue that will represent a permanent interest is that men who have been diagnosed with prostate cancer are screened for prostate
cancer.32 However, one issue that will represent a permanent interest is that men who have been diagnosed with prostate cancer are screened for. ERSPC ERSPC they are more likely to receive treatment at a university hospital than in a non-university hospital, which may mean that they tend to receive
more intensive, modern therapy. In addition, complete information about the treatment was not available to all patients in the analysis, which compared therapy in the screening arm with therapy in the control arm, and this was a larger problem in the control arm. Among the explanations was the consent
of the substudization used in the Scandinavian countries and in Italy, which clouded the receipt of clinical information for researchers. Postrandomization consent may have created some bias selection in favor of screened arm.33 Thus, the two largest promising randomized prostate cancer screening
trials came to different conclusions regarding the effectiveness of screening. However, differences in the two studies regarding the degree of pre-screening, contamination, biopsy compliance, and the cut-off point of PSA and the unknown degree of differential treatment in two hands of ERSPC may
explain why a significant reduction in mortality from prostate cancer was noted in the ERSPC, but not in the PLCO study. In the case of cancer screening studies, screening history before diagnosis among men who later died of cancer (cases) is compared with a history of screening for a comparable
period of time among men who did not die of cancer (control). Controls usually need to be still alive during analysis or at the end of a follow-up study. The idea behind these studies is that if screening is indeed protective, then those people who eventually died of prostate cancer should have received less
screening than those who did not die from the disease. In this case, the coefficient coefficient (OR) resulting from the analysis is less than one and is interpreted as the probability of screening among men who subsequently die of prostate cancer, divided by the chances of being tested among men who did
not die of prostate cancer. Case control studies require accurate screening, which can be complex when the same test is used for screening purposes and for diagnostic work in response to suspicious symptoms, which often occurs. It can be especially difficult to establish a reason to test from medical
claims records, which are the main source of screening information used in most studies. Some studies exclude tests that were conducted during diagnosis due to difficulties in classifying them as bona fide screening tests. However, Weiss has shown that excluding such tests is not acceptable and will
lead to bias in favor of screening.34 The results of these studies are also sensitive to the time interval during which have been cases and the duration of follow-up after diagnosis. Several case studies have been conducted for prostate cancer mixed results. Agalliu et al analyzed data on 706 cases and
645 control cases in Washington state.35 cases were diagnosed between 1993 and 1996 and were observed until 2006. This study gave OR 0.38 (95% KI, 0.19-0.77), which indicates a strong protective effect of PSA or DRE screening. The conduct of the screening was established through a
questionnaire, which was conducted within several years of the date of diagnosis for cases and during a similar period for monitoring. A similar OR (0.32; 95% CI, 0.20-0.52) was reported by Jacobsen et al, who studied the link between prostate cancer death and DRE was not examined within 10 years
before diagnosis for cases and over a comparable period for controls.36 Their study involved 173 cases and 346 departments but omitted tests that were conducted during the diagnosis, based on concern about misclassifying diagnostic tests like screening tests. A later study in the same population
included 74 cases and 192 controls and reported that either 0.34 (95% KI, 0.17-0.71) related to the tests, conducted 1-5 years before diagnosis, but OR increased to 1.05 (95% KI, 0.45-2.44) when tests that were performed prior to diagnosis were included.37 Weinman et al studied PSA and DRE testing
in 171 cases and 342 controls.38 In this study. , cases died of prostate cancer between 1992 and 1999, and screening history was evaluated for up to 10 years prior to diagnosis. OR was 0.7 (95% KI, 0.46-1.1), indicating a trend in favor of screening. In contrast, the case control study conducted by
Concato et al from PSA and DRE screening included 501 cases and 501 controls. Between 1991 and 1995, patients were diagnosed with prostate cancer and had died of the disease by 1999. These researchers reported no protective effect screening, with or 1.13 (95% KI, 0.63-2.06).39 How can we
explain these seemingly contradictory results? There were several important ways to do this. First, all studies, with the exception of Agalliu et al35 studies, have established the effects of screening by retrospectively abstracting information from medical records. In contrast, in a study conducted by Agalliu
et al, men were asked directly whether they had been tested. Second, follow-up intervals (by mortality) and establish screening status varied from study to study. Finally, the calendar interval during which the screening took place varied from study to study. For example, the Jacobson study, et al36, was
conducted before the PSA era, and the Concato et al39 study was conducted at the beginning of the PSA era, while others, such as the Agalliu et al.35 study, were conducted after screening has become quite routine in the places studied. It is likely that the Concato et al39 study did not allow enough time
to establish either mortality among cancer cases or screening exposure among the controls. Conversely, the study of Jacobsen et al.36 et al.36 exaggerates the protective effect of screening, excluding men whose screening tests were conducted during cancer diagnosis. These methodological limitations
and the associated conflicting results exclude any definitive conclusions from the current case control literature on the impact of prostate cancer screening on mortality. Widespread PSA blood test screening began in 1991 after the publication of a high-profile study demonstrating that elevations in PSA in



amptomatic men were associated with a higher risk of prostate cancer.5 Since then there have been significant shifts in prostate cancer incidence, stage diagnosis and age-adjusted mortality (Figure 1 and 2). While similar trends have been observed in other high-resource countries, the greatest changes
have occurred in the United States, the country with the highest coverage of prostate cancer screening. Trends in Prostate Cancer and Mortality, USA, 1975-2006. Data source: Surveillance, Epidemiology and End Results (SEER), SEER 9, 1973-2006 Registries, Cancer and Population Division, National
Cancer Institute, 2009. Mortality - National Center for Health Statistics, Centers for Disease Control and Prevention, 2009. Prostate cancer trends in diagnostic stages, USA, 1983-2006. Data source: Surveillance, Epidemiology and End Results (SEER), SEER 9, 1973-2006 Registries, Cancer and
Demographic Sciences Division, National Cancer Institute. Please note that the data for 1995-2006 are based on the November 2008 presentation, and the 1983-1994 data are based on the November 2006 submission, so it may not be comparable. As shown in Figure 2, The incidence of long-term
prostate cancer in 100,000 men decreased from an annual rate of about 21.6 in 1991 to 7.0 in 2006.2 The age of adjusted mortality from prostate cancer steadily increased by 0.9% per year from 1975 to 1987 and by 3% from 1987 to 1991. Although age-adjusted mortality rates began to decline by about
0.6 per cent per annum in 1991, the rate of decline accelerated significantly in 1994. From 1994 to 2005, the U.S. age-adjusted mortality rate for prostate cancer decreased by 4.1% per year and fell below the 1985 mortality rate (to PSA) in 1997.2 According to 2006, the last year for which mortality data
are available, age-adjusted mortality from prostate cancer has fallen to levels that were last observed in the 1940s.1 Although improvements in prostate cancer treatment and other factors are likely to contribute to these trends, reducing the incidence of stage of the disease, the growth of the early stage of
diagnosis, as well as the reduction of mortality to levels significantly lower than those recorded before screening, all of them are consistent with the potential screening benefit.40, 41 On the hypothesis that effective screening will reduce mortality rates among the population, regional and international
mortality trends, as some areas are screened more intensively than others. Two comparisons were given broadly: a comparison of the trends in prostate cancer mortality between the United States, where there is a high prevalence of screening, and the United Kingdom, where prostate cancer screening
is less common,42, and comparisons between Connecticut and Seattle, Washington, metropolitan area.43, 44 Initial trends of prostate cancer in Connecticut and Seattle were not compatible with screening benefit.44 PSA screening was accepted in the Seattle area before than in Connecticut. Despite
higher rates of morbidity and treatment in Seattle, mortality rates from prostate cancer in these two regions remained virtually identical in the first few years after screening.44 Comparisons of later trends in these two areas still indicate similar patterns in age-adjusted mortality, although early differences in
screening rates that were the basis of the comparison actually converged by 1997.43 45 A recent editorial also noted that there are important differences in treatment conditions between the two regions, and that makes it difficult to determine the impact of screening.7 Overall, the general trends observed
in Connecticut and Seattle do not contradict the possible beneficial effects of screening. Studies comparing mortality trends from prostate cancer in the United States and the United Kingdom have not always come to the same conclusion. Oliver and his colleagues concluded that, despite much higher
RATES of PSA screening in the United States than in the United Kingdom, the mortality differences between countries were too small to conclude that PSA screening contributes to a reduction in mortality.42 More recently, Collin et al9 reported a shocking decline in prostate cancer deaths in the United
States compared to the United Kingdom between 1994 and 2004. However, since both screening and treatment models are so different in these two countries, it is difficult to attribute mortality differences to screening alone. The regional comparison between the Austrian state of Tyrol and other Austrian
states is often cited. In 1993, Tyrol launched an aggressive screening campaign, including free PSA testing without DRE, for men between the ages of 40 and 79. Almost all potentially curable men underwent a modified radical prostatectomy.46 A significant reduction in prostate cancer deaths was
recorded in Tyrol, starting two years after the intervention began compared to other states in Austria. also a shift towards an earlier stage of the disease, which is consistent with the possible screening advantage, although, as the authors note, the authors, The Tyrol program also emphasized excellence in
therapy. Thus, improved treatment may also have contributed to a decrease in mortality from prostate cancer.46 The recent subsequent 2005 indicates that mortality from prostate cancer was 54% lower than expected in Tyrol compared to only 29% lower in the rest of Austria (P zlt; .001)47 Temporary
prostate screening and mortality trends cannot prove that screening reduces the likelihood of cancer deaths. Many factors determine whether men participate in screening, whether they make a definitive diagnosis and therapy, and the type and quality of treatment they receive. Environmental studies are
particularly vulnerable to mixed effects, such as timing and intensity of screening, differential trends in therapy, and general biases, particularly selection biases, which can greatly influence observational results. Thus, despite the abundance of accumulated data on the effects of prostate cancer screening
on morbidity and mortality, the evidence still contradicts whether there is a benefit from screening. Case control studies are notoriously difficult methodologically difficult and, in the case of prostate cancer screening, do not provide a clear answer as to the effectiveness of screening. Surveillance data and
environmental studies appear to show a link between screening and a decline in late-stage disease rates in diagnosis and mortality from prostate cancer, but the data inherent in this type do not provide definitive conclusions. Two randomized prostate cancer screening trials, the PLCO and ERSPC
studies, come to different conclusions, with one observation benefiting in reducing mortality from prostate cancer and one with no observed benefits. While the data still contradict whether prostate cancer screening is associated with a reduced risk of death from prostate cancer, it is clear that any benefit
is accompanied by a significant rate of overdiagnosis, overdiagnosis, over-treatment, and morbidity from treatment as described in detail below. Harms associated with prostate cancer screening include harm associated with DRE and PSA testing, prostate biopsy, and overdiagnosis (collectively called
harm screening), as well as harm associated with the treatment of prostate cancer after a positive biopsy (harm treatment). Damage associated with phlebotomia for PSA testing, supposedly the same as for any other small phlebotoomey of blood volume and generally negligible.49 In the PLCO screening
arm test, the PSA test resulted in complications at a rate of 26.2 per 10,000 screenings (primarily dizziness, bruising and bruising) and included three episodes of fainting at 10,000 screenings.11 The most common complication of DRE discomfort is Which one be significant and can why it has been
demonstrated that DRE is a barrier to screening.50 DRE can also lead to rectal bleeding and even syncop, but adverse events are rare.11 Overall, neither phlebotomia for PSA testing nor DRE poses a significant risk for serious injury. The most commonly reported direct harm associated with prostate
cancer screening relates to anxiety. Anxiety has been studied regarding PSA screening, receiving a positive PSA result, getting a positive biopsy and getting a false PSA result. Anxiety/disaster measures were based on general (non-prostate cancer) questionnaires/scales, specific questionnaires/scales
for prostate cancer (e.g. prostate cancer anxiety scales, impact event scales), and a surrogate marker for anxiety (cortisol level). One study reported higher levels of anxiety/stress (estimated cortisol screening levels) among prostate cancer screening participants compared to nonattendees.51 while four
other studies gave no evidence of excessive anxiety among attendees.52-55 Studies that evaluated anxiety before and after screening reported a decrease in anxiety after a negative test report.51, 56, 57 Anxiety levels in participants who had a positive PSA test were compared with the level of anxiety in
the overall population of the two studies. Participants with positive PSA results awaiting biopsies had slightly higher anxiety (based on responses to the general questionnaire) than the general population, and had significantly higher levels of cortisol.52, 56 studies using a questionnaire on specific
diseases showed that the prevalence of severe anxiety was low (6%) and the prevalence of severe anxiety was low (6%). but that moderate level of anxiety was frequent (49%) among participants who had positive PSA results who were waiting for a biopsy.56 Anxiety levels prior to the biopsy and at a
baseline level (i.e., before the PSA test) were compared in two studies. One study, using a general questionnaire, reported a small, slight decrease in anxiety compared to baseline levels, while serum cortisol levels were not statistically significantly higher among participants, who waited for a biopsy
compared to baseline.52 anxiety levels after a biopsy (compared to pre-biopsy levels) decreased significantly after receiving negative biopsy results.52 In the Swedish hand ERSPC, the anxiety was highest during the first round of PSA screening and decreased in subsequent rounds screening.56 The
most significant warning of anxiety in later rounds was high anxiety during the first round of screening. The two studies compared anxiety between participants who had false results and participants who had true negative results. studies reported significantly higher exposure to prostate cancer and
psychological state among participants who had false-positive results compared to participants who had true-negative results, results, more anxiety, a false perception of an increased risk of cancer, and, ironically, the perception that life is better after a false result (dodged a bullet phenomenon).57, 58
Statistically significant differences were observed at 6 weeks and 1 year after PSA testing.58 It was also reported that participants who had falsely tested and received more tests and visits (e.g. At least one subsequent PSA test, there was another biopsy, visited by a urologist) in the year after the false-
putth test compared to those who had true-negative results.58 Overall, there is weak evidence based mainly on a surrogate marker (cortisol level) and general anxiety questionnaires that there is a low level of anxiety associated with the prostate cancer screening process and that there is little more
concern when people are waiting for a biopsy. There is more conclusive evidence based on two well-thought-out surveys that men with false-positive PSA results have higher short-term and long-term prostate-specific cancers than men with true-negative results, and that men who have false-positive
results have more follow-up tests/visits compared to men who have true-negative results. Given the high prevalence of false-positive screen, these detrimental effects are not inconsequential. A prostate biopsy is usually performed transrectally, using an ultrasound probe to direct a needle biopsy. The
needle biopsy thus crosses the rectal wall into the prostate and is most easily sampled by the back of the prostate, the region where most clinically significant prostate cancers develop. The two main risks are bleeding and infection. Hematuria is observed in about 6% to 13% of patients,59, 60, but the risk
of serious bleeding that require transfusion is low. To reduce the risk of bleeding, anticoagulants usually stop in advance. The risk of infection arises as the needle passes from the rectum to the prostate, although infections associated with biopsies are rarely serious enough to require hospitalization.61,
62 To reduce the risk of infection, antibiotic prevention is commonly used. The optimal duration of prevention can be as low as 1 day, but infections can develop even with appropriate antibiotic prevention.63, 64 The rate of urinary tract infection ranges from 0.3% to 4%, and serious infections appear to
have a rate of less than 2%.65 Although this is usually not in the risk category, perhaps one of the biggest potential risks of prostate biopsy is that prostate cancer can be missed. In a prospective study, more than 1,000 men with PSA levels, 10% of patients who had negative Biopsy results were
diagnosed with prostate cancer on re-biopsy.66 The likelihood of a prostate cancer diagnosis on a re-biopsy is also associated with the patient's patient risk such as high-grade prostate intra-diagnostic neoplasia during the initial biopsy, advanced age, PSA rate or higher density of PSA transition zone,
and detection rates in these risk groups are 2 or 3 times higher than in groups without risk factors.67, 68 In addition, in some patients who have been diagnosed with a lower cancer, the biopsy may miss the same high-end disease. Most men with prostate cancer die from other causes before their disease
becomes symptomatic. It has been estimated that prior to the advent of PSA screening, only 25% of prostate cancers were detected clinically.69 Thus, the use of a sensitive screening test to detect prostate cancer creates the potential for significant levels of overdiagnosis and over-treatment, which is the
detection and treatment of the disease through screening that would never have been diagnosed during a patient's lifetime. Overdiagnosis and subsequent over-treatment of prostate cancer are significant factors contributing to the harm and costs associated with PSA screening. The incidence of
overdiagnosis can be quantified by comparing morbidity trends in the presence of screening with trends in the absence or prior to screening. Screening causes predictable changes in morbidity, which include an initial increase in morbidity as screening rates increase and then stabilize and then decrease
incidence. The scale of the increase, the length of time before the onset of the disease begins to decline, and eventually the level at which the incidence stabilizes is all somewhat informative about how much overdiagnosis occurs. The measurement of overdiagnosis in the population depends on the
average time associated with the screening test, which is an indicator of the average time by which the screening test promotes the diagnosis of the disease, and the background morbidity, which also depends on the intensity of diagnosis in the absence of screening. In the United States, for example,
transurethral prostate resection in benign prostate hyperplasia became popular in the early 1980s and led to an increase in accidental diagnosis of prostate cancer. Thus, the PSA test was introduced during a historically high background morbidity. This is not the case in other countries and should be
taken into account when comparing estimates of overdiagnosis in different countries. In the United States, several studies have evaluated the incidence of overdiagnosis using data on the incidence of prostate cancer before and after the introduction of PSA screening. Etzioni et al70 and Telesca et al71
analyzed data for blacks and whites separately, suggesting that the incidence would have remained unchanged in 1987, shortly before Screening. These investigators consistently observed higher scores among blacks, but their models cannot distinguish between the two potential causes of this finding,
namely 1) more hidden common diseases in blacks and 2) lower levels of background intervention that affect morbidity in the absence of screening. For White, Etzioni et al. calculated that the screening-related overdiagnosis rate was 29% and Telesca et al rated it at 22.7%; for blacks, the corresponding
rates were 44 per cent and 34.4 per cent. Note that the model used by Telesca et al included young men (aged 50 years and over), while the Etzioni et al model was considered only by men over 65 years of age, which explains why the Telesca et al scores are lower. Recognizing that different assessment
approaches and analytical assumptions can influence hyperdiagnosis assessments, Draisma et al12 developed general demographic prediagnosis estimates based on three different models. All models used the same inputs on disease patterns as well as on screening in the United States, but each
model had a different way of conceptualizing and modeling the progression and diagnosis of diseases and scurinaously slightly different results. Estimates of hyperdiagnosis produced by the three models ranged from 23% to 42% of cancers detected on the screen. Various estimates of the extent of
overdiagnosis and over-treatment associated with prostate cancer screening recently came from the publication of ERSPC results.10 In this study, after an average of 8.8 years of follow-up, the researchers calculated that 48 men with screen-detected cancer should be treated to prevent a single death
from prostate cancer. Given the long natural history of prostate cancer, it is possible that this number will decrease with a longer follow-up, because screening during the trial could have been prevented of death, which, in the absence of screening, would have occurred after the trial. In addition, the 48 men
who were treated included overdiagnosed cases as well as clinically appropriate cases that would have been diagnosed later. We conclude that the possibility of overdiagnosis is an important factor in advising individual men about the benefits and risks of prostate cancer screening and in developing
recommendations for screening. While the possibility of over-diagnosis and over-treatment is real for any disease that is diagnosed through screening, this is a particular concern in prostate cancer screening. Any possible benefits from potential screening policies should be weighed in terms of harm in
terms of the likely incidence of over-diagnosis and over-treatment associated with this policy. Radical prostatectomy, using a range of approaches (laparoscopic, retro-pubic, robotic or perineum) usually involves removing the entire prostate gland along with attached seminal bubbles. Depending on the
risk assessment, i.e. preoperative PSA level, Gleason biopsy amount, clinical stage, etc., removal of pelvic lymph nodes is performed simultaneously.72 After removal of the prostate, the bladder returns to the urethra, and the catheter remains in place for a period of time, usually from 1 week to 2 weeks.
There are two sets of possible side effects of radical prostatectomy: perioperative and longer-term. During the operation itself, the main risk is bleeding. Blood transfusion rates vary widely by procedure and surgeon, but may be above 20% and are associated with various risk factors, Including prostate
size and body mass index.73, 74 rectal injury is an unusual complication.75 A recent survey of the national database showed that the 30-day rate of complications was approximately 22% (heart, lungs and blood vessels associated with complications together accounted for half of them).73 Deaths within
30 days were marked in 0.1% to 0.2% of patients. The two main long-term side effects of surgery are urinary and sexual. Adverse urinary tract effects can take two forms. Anatomy may develop, in which the bladder joins the urethra (urinary tract canal). The latest data show that this develops in 5% to
14% of men.73, 76 Although some anastomotic strictures have no functional effect, if the flow of urine decreases sufficiently, then surgical austerity incision may be required. This incision can lead to urinary incontinence. A more common side effect is total or stressful urinary incontinence. The exact rate of
this complication is poorly understood at the national level, as definitions vary greatly. General urinary incontinence refers to a complete lack of control of urination with continuous passage of urine. This degree of urinary incontinence is unusual after surgery. Stress incontinence is a more common
immediate postoperative complication, and most men have a gradual return of urinary control within a few weeks to several months. Current data show that long-term urinary incontinence rates after surgery are between 12% and 16%, and there is a need for follow-up procedures to address urinary
incontinence in approximately 8% to 9% of patients.73 2007 The American Urological Association of Localized Prostate Cancer Guidelines reported very high rates of variability in reporting urinary incontinence among the series of treatments; This may be due to differences in surgical outcomes, the
definition of urinary incontinence, and prudence in assessing and reporting.77 The difficulty in assessing urinary incontinence is partly based on its effect on the person. Some men may have a small amount of urinating dribbling coughing, sneezing, or lifting an object, but may not be bothered enough to
bind this phenomenon as urinary incontinence. Other men may wear urinary pads in their underwear for in case they can leak, even if it rarely happens. For these people, the prospect of such a potential leak can be so bothersome that it is considered urinary incontinence. Sexual dysfunction is another
common adverse event after radical prostatectomy. Like urinary incontinence, it is difficult to quantify for various reasons. First, many men who undergo a radical prostatectomy are older with weaker erections and less frequent sexual intercourse at a basic level. Many may also use medications or other
treatments to help with sexual function. In addition, with neuro-sparing prostatectomy, the quality of erections after surgery often gradually returns with a return to maximum function delayed in some men as long as 1 or 2 years.78 hence erectile dysfunction rates after surgery will vary greatly, depending
on the time of assessment. In addition, assessing the quality of erection is at least as difficult as assessing urinary tract function, especially with variable-character erections, the use of pharmacological treatments, and known differences in evaluation based on whether a doctor or patient is assessing.
Despite these warnings, long-term rates of erectile dysfunction after surgery in modern series range from 19% to 27%.73 Hu et al. It was recently reported that, as with urinary incontinence, there is a higher rate of erectile dysfunction with minimally invasive radical prostatectomy compared to a radical
retropubic prostatectomy - 27 per 100 person-years versus 19 per 100 person-years, respectively.73 Radiation therapy can be delivered in two forms. external radiation therapy and interstitial brachytherapy (seed therapy). With the advent of conformal external techniques (intensity modulated79 and
image-driven radiation therapy80) and real-time dosimetry81 for seed therapy, more accurate and conformal delivery of radiation therapy has led to a decrease, but not absent, acute and late toxicity.82 Acute toxicity that may be present during treatment up to 50% of men who receive either form of
radiation therapy include, most notably, lower urinary tract symptoms (urgency , dysuria, and nocturia), free bowel movements or diarrhea, and hemorrhoidal and irritation. These symptoms are usually self-sensitive and usually respond to symptomatic treatment. Late toxicities are commonly referred to as
those that start 6 months or later after treatment. As with surgery, the most common toxicity is erectile dysfunction, which affects up to 50% of men.82 The likelihood of erectile dysfunction correlates with age and underlying deterioration of sexual function. Less common include an increase in bowel
frequency (up to 4%), rectal bleeding (up to 4%, but more common among men who receive anticoagulants), and urethra austerity, which is more common Men who have undergone transurethral prostate resection (up to 2%).82 These symptoms, if severe enough, may require treatment that is largely
beneficial rather than therapeutic. Adverse effects of hormone therapy are covered only briefly here because this treatment is used primarily for patients with a progressive disease that is diagnosed more frequently after the onset of symptoms. Normal functioning which depends on androgens, which
include testosterone and dihydrotestosterone, among others. Prostate cancer cells are usually very susceptible to treatment that lower levels of androgens or affect the normal effects of these hormones. Many side effects have been attributed to hormone therapy. Some of the side effects are common,
such as exposure to sexual function, but others are more subtle, such as cognitive or emotional changes. Among the most common types of side effects of hormone therapy are an increased risk for the following: 1) weight gain, obesity, and diabetes83, 84; 2) cardiovascular disease83, 85; 3) breast
augmentation and/or tenderness86; 4) sexual problems, including reduced sex drive and erectile dysfunction87; 5) Emotional changes, including anger, sadness, and, in many, a generalized feeling of fatigue88, 89; 6) osteoporosis90; 7) loss of muscle strength and mass, which also increases the risk of
falls in older men, predisposing them to bony fractures84, 91; 8) anemia, which also contributes to fatigue92; and 9) Cognitive changes such as impaired thought processes and memory loss.93 Based on reports of excellent outcomes for low-grade and middle-class prostate cancer, which is managed
conservatively, 95 and on concerns about high levels of overdiagnosis in such cases, active surveillance has emerged over the past decade as an increasingly commonly used management option.96 Active surveillance refers to the process of regular monitoring of disease activity through clinical
parameters (PSA, DRE) and possibly periodic regiopsia, with active treatment (surgery, radiation, brachytherapy) offered to men whose disease appears to be progressing. This is different from mindful waiting, which usually involves less aggressive surveillance and lack of treatment until progressive
symptoms or metastatic evidence develops The main advantage of active surveillance is its ability to reduce over-treatment, i.e. treatment of diseases that would not become clinically evident during the patient's life, which is especially problematic for less aggressive tumors. Tumors. Reports followed by
follow-up as long as 8 years lead prostate cancer-specific survival and non-survival rates from 99% to 100%.97, 98 However, based on the ERSPC finding that mortality benefits from screening and treatment began to accrue only 9 to 10 years after randomization, it is premature to evaluate the
effectiveness of active surveillance versus immediate treatment. Active surveillance is usually offered to men whose cancers are Gleason Class 6 or less. It usually includes regular clinical re-evaluation with PSA and DRE, as well as a biopsy every 1-4 years, depending on the protocol. Consequently, the
main risks are associated with prostate biopsy. It has also been postulated that diagnosing prostate cancer without offering active treatment may incur more anxiety than in men whose cancers are treated immediately. In fact, the survey data does not show this. Among the men who participated in the
prospective active surveillance test, anxiety scores, Prostate cancer, specific anxiety, depression and conflict-making were beneficially compared to historical reports for men undergoing active treatment, but no direct comparisons were made.99 In the second cross-sectional examination, which compared
men undergoing active follow-up with those undergoing immediate treatment, no elevated rates of anxiety or depression were observed, although prostate cancer specific anxiety measures were not included.100 Radical prostatectomy from the Scandinavian Prostate Trials Group No. 4, a randomized
prostatectomy trial compared to the watchful wait in men whose prostate cancer was identified primarily through symptoms rather than screening.101 In 5 years, the researchers reported that there was no difference between groups in levels of depression, anxiety, or anxiety. Patients who were
randomized to be vigilant had significantly more obstructive symptoms (44% vs. 28%) and patients with significantly more obstructive symptoms (44% vs. 28%). but there was less erectile dysfunction (45% vs. 80%), less urine leakage (21% vs. 49%), and less distress, However, in 6-8 years of
observation, the researchers noticed that patients who were randomized to be alert to expect, significantly reduced the quality of life associated with health, compared to patients who were randomized to undergo a radical simpleectomy, and those who received androgenic therapy reported an even lower
quality of life associated with health.102, 103 Currently no published data related to the quality of life impact of active surveillance or mindful waiting for men with cancer compared to unscreened men. At this stage we can say that the main known harm of these approaches are repeated biopsies for men
who undergo active surveillance surveillance obstructive symptoms in men engaged in vigilant waiting. A systematic review of the literature was conducted to assess the effectiveness of the PSA test in men with an average risk of prostate cancer. Although the PSA cut-off value of 4.0 ng/mL has been
used historically, many of the countries participating in the recently published ERSPC lowered their threshold to 3.0 ng/mL during the study.10 Accordingly, a systematic review included prospective prostate cancer screening studies using either 4.0 ng/mL or 3.0 ng/mL as a cutoff value. After a full textual
review of 78 studies for inclusion in the review.104-112 Three studies reported the results of the Finnish division ERSPC105, 108, 109; but only the most recent108 was included in the association analysis. Four studies that used a 3.0 ng/ml reduction in PSA were found to be eligible for inclusion.106, 107,
111, 113 Prostate Cancer Prevention Test (PCPT) is the only large-scale screening study that conducted a prostate biopsy for all participants at the end of the trial period and allows reporting the true sensitivity of PSA at different cut-off values.114 Men who had PSA levels of 3.0 ng/ml and normal DRE
results were included in the baseline. The men underwent annual PSA and DRE and were recommended for prostate biopsies if PSA levels were above 4.0 ng/ml or if their DRE was abnormal. At the end of the 7-year follow-up period, all men without a diagnosis of prostate cancer underwent a prostate
biopsy. Relatively low sensitivity to prostate cancer detection 20.5% and 32.2% were recorded for PSA cut-off 4.0 ng/ml and 3.0 ng/ml, respectively. However, PSA's sensitivity to aggressive prostate cancer (8th grade Gleason or higher) was greater (51% and 68% for PSA values ≥4.0 ng/ml and ≥3.0
ng/ml respectively). Accompanying Table 2 summarizes generalized test positivity, cancer detection, sensitivity, specificity, and positive predictive (PPV) indicators. The results shown in Table 2 show that compared to the threshold of 4.0 ng/ml, the reduction in the cut-off of the PSA test to 3.0 ng/ml to
confirm the test results leads to higher estimates for the evaluation of the pro-positivity of the test and the level of prostate cancer detection, but due to lower specificity and PPV. Table 2. PSA screening characteristics as a threshold function for a positive TEST CHARACTERISTIC PSA (NORMAL zlt;4
NG/ML) PSA (NORMAL zlt; 3 NG/ML) Positive test (%) 12 18 Cancer Detection Rate (%) 3 4 Sensitivity (%) 21 32 Sensitivity (%) for high-end cancer, i.e. Gleason's score ≥ 8 51 68 Specificity (%) 91 85 Positive predictive value (%) 30 28 Positive test: (positive/test) x 100; Detection speed (prostate
cancer/ test) x100; Positive predictive value (PPV): (Prostate cancer / / x100; Specificity: (true negative tests) / (true negative tests) x 100, estimated: (#tested and #positive) / (#tested - #cancer) x 100, assuming that negative tests are the true negatives. It is becoming increasingly clear that there is no
PSA threshold that effectively distinguishes between the presence and absence of prostate cancer. PSA test characteristics using a threshold of 4.0 ng/ml or 3.0 ng/ml are reasonably compared to those of other widely used screening tests, such as fecal occult blood test for colorectal cancer. However, a
higher rate of detection of prostate cancer, along with a decrease in specificity, would occur if the threshold was lowered evenly from 4.0 ng/ml would result in a significant increase in false screen results, prostate biopsies, and cancer diagnosis that would never have become important clinically if they
went unnoticed (see Overdiagnosis and overtreatment above). Consequently, ACS recommends maintaining a historical threshold of 4.0 ng/ml for middle-risk men who choose screening, but encourages health care providers to consider individual risk assessment and decision-making for men with PSA
levels in an uncertain range from 2.5 ng/ml to 4.0 ng/ml (see below prostate Specific Antigen: Individual Risk Assessment). Known risk factors for prostate cancer, in addition to PSA itself, include age, race and family history of prostate cancer. The impact of these risk factors on PSA test results was also
assessed. The positive test usually increases with age. In men under 50, the positive test, based on cutting off 4 ng/ml of PSA, ranges from 2% to 3%115, 116 and increases to 28% among men aged 70 and over.116 Similarly, the detection rate of prostate cancer and PPV is lower among men under 50
years (1%-2%, and 6%-38%.15, 116, respectively) compared to older men (13% and 39%-58%, respectively).116 Conversely, specificity decreases with age increase (from 97% to 98% in young people40-59, 115, 116 compared to 80% in older adults).116 Few studies evaluated PSA results in the
African-American population. Compared to estimates in studies with predominantly Caucasian participants, the positivity of PSA tests, prostate cancer detection rates and PPP were reported to be higher in three studies among African-American and African Caribbean populations, especially among older
African-Americans and men from African Caribbean countries. For example, based on 4'ng/mL PSA clipping, the positivity test may reportedly be higher than 54% with prostate cancer detection rate of 25% and PPV 59% in African American men between the ages of 70 and 79.115, 117 However, these
estimates are based on small samples and should interpreted with caution. While the body is body The evidence is small for men who have a positive family history of prostate cancer, the rate of the dog positivity test (based on the threshold of 4 ng/ml) varies between 9% and 11%, the cancer detection
rate is about 3%, the PPV ranges from 28% to 32%, and the specificity remains high (92%-94%).109, 117 When using lower PSA thresholds (2.0 ng/ml or 2.5 ng/ml) PPG is significantly higher among men with a positive family history (38%-43%) than in men with average risk, and the effects on specificity
are variable (64%-93%).109, 118 PSA screening in high-risk groups tends to be characterized by higher detection rates and higher PPVs, as expected in men with a higher baseline chance of prostate cancer. The ERSPC conducted a research analysis of mortality by age group and did not observe any
age effect, but the study was not developed to examine the issue. Based on the higher incidence of prostate cancer at a younger age for men at high risk and without new data, To change this guidance, the ACS continues to recommend that African-American men and men who have a family history of
first-degree relatives with prostate cancer be provided with information about the uncertainties, risks and potential benefits associated with prostate cancer screening starting at age 45.2, 119 For men who have multiple first-degree relatives diagnosed with prostate cancer before age 65, this discussion
should take place at the beginning of age 40. For men who choose to be tested, ACS recommends integrating established risk factors into individual risk assessments, especially when PSA levels fall into what is currently to be considered a high range rate of 2.5 ng/ml to 4.0 ng/ml (see Prostate Specific
Antigen: Individual Risk Assessment, below). While most men undergoing PSA screening in the United States are tested on an annual basis, there is no strong evidence to recommend one interscreen interval over another. Different screening intervals were not compared in randomized controlled study
conditions. The only study that demonstrated mortality from PSA screening, ERSPC, had a screening interval of 4 years (and a PSA threshold for biopsy of 3.0 ng/ml) in most centers.10 These results provide support for screening less frequently than each year. Three model studies compared annual
screening with less frequent screening. In one model 120 that screening every 2 years will reduce the number of tests and unnecessary biopsies by 50%, while saving 93% of years сохранены (по отношению к ежегодной стратегии скрининга). Более недавнее исследование моделирования,
проведенное той же группой, использовало совершенно другой подход и показало, что скрининг каждые 2 года сокращает количество тестов и ненужных биопсий почти на 50% и снижает передиагностика на 13%, сохраняя при этом 87% лет жизни сохраненных.121 В третьей модели,
скрининг каждые 2 года аналогичным образом сократил количество тестов, сохраняя при этом 95% лет жизни сохранены.122 Все эти исследования предполагали сокращение ПСА 4,0 нг/мл и стартовый возраст для скрининга 50 лет. Второе исследование показало аналогичные
результаты со стартовым возрастом 40 лет. В некоторых исследованиях представлена информация о вероятной задержке обнаружения при переходе от ежегодного интервала к менее частому скринингу. Подсчитано, что средняя задержка в диагностике при переходе от ежегодного
скрининга к скринингу каждые 2 года составляет от 5 месяцев до 6 months.123 Некоторые исследования показали, что у мужчин с очень низким уровнем ПСА, преобразование в PSA выше 4,0 нг/мл в течение 2 лет или даже 4 лет после первоначального теста PSA очень маловероятно.
Например, в испытании PLCO, среди мужчин, которые имели первоначальный уровень PSA &lt;1.0 ng/ml,= only= 0.24%= had= a= positive= test= (psa=&gt;4 нг/мл) в следующем году, и 0,51% имели положительный тест 2 года спустя.123 В том же исследовании, среди мужчин, которые
имели первоначальный уровень ПСА 1 нг/мл или 2 нг/мл, только 1,2% имели положительный тест 1 год спустя, и 2,6% имели положительный тест 2 года спустя. Аналогичный результат в отношении расширения &lt;2.0 ng/mL was reported in an earlier, smaller study.124 On the basis of
positive results from the ERSPC, which largely used a 4‐year screening interval and a PSA threshold of 3.0 ng/mL, together with the modeling studies described above, it appears that extending the screening interval in men with initially low PSA levels would delay diagnosis for only a very few cases and
would be unlikely to have a significant impact on prostate cancer mortality. Although no single PSA threshold emerges as the obvious cutoff point below which the screening interval can be extended, thresholds between 2.0 ng/mL and 4.0 ng/mL were examined in the studies discussed above. A
conservative cutoff point within this range would be 2.5 ng/mL. Men with PSA levels below 2.5 ng/mL form a significant portion of the screened population; thus, extending the screening interval for these men could lead to considerable reductions in PSA tests, biopsies, overdiagnosis, and costs.118
Therefore, the ACS recommends that men whose initial PSA level is below 2.5 ng/mL can reduce their screening frequency to every 2 years. Men with higher PSA values should be tested annually. It seems intuitive that the rate of increase in PSA (PSA velocity) would be related to the risk of prostate
cancer. velocity was proposed as a risk factor for prostate cancer first in 1992 by ng/ml= was= reported= in= an= earlier,= smaller= study.124= on= the= basis= of= positive= results= from= the= erspc,= which= largely= used= a= 4‐year= screening= interval= and= a= psa= threshold= of= 3.0= ng/ml,=
together= with= the= modeling= studies= described= above,= it= appears= that= extending= the= screening= interval= in= men= with= initially= low= psa= levels= would= delay= diagnosis= for= only= a= very= few= cases= and= would= be= unlikely= to= have= a= significant= impact= on= prostate=
cancer= mortality.= although= no= single= psa= threshold= emerges= as= the= obvious= cutoff= point= below= which= the= screening= interval= can= be= extended,= thresholds= between= 2.0= ng/ml= and= 4.0= ng/ml= were= examined= in= the= studies= discussed= above.= a= conservative= cutoff=
point= within= this= range= would= be= 2.5= ng/ml.= men= with= psa= levels= below= 2.5= ng/ml= form= a= significant= portion= of= the= screened= population;= thus ,= extending= the= screening= interval= for= these= men= could= lead= to= considerable= reductions= in= psa= tests,= biopsies,=
overdiagnosis,= and= costs.118= therefore,= the= acs= recommends= that= men= whose= initial= psa= level= is= below= 2.5= ng/ml= can= reduce= their= screening= frequency= to= every= 2= years.= men= with= higher= psa= values= should= be= tested= annually.= it= seems= intuitive= that= the=
rate= of= increase= in= psa= (psa= velocity)= would= be= related= to= the= risk= of= prostate= cancer.= psa= velocity= was= proposed= as= a= risk= factor= for= prostate= cancer= first= in= 1992= by=&gt;&lt;/2.0 ng/mL was reported in an earlier, smaller study.124 On the basis of positive results from the
ERSPC, which largely used a 4‐year screening interval and a PSA threshold of 3.0 ng/mL , together with the modeling studies described above, it appears that extending the screening interval in men with initially low PSA levels would delay diagnosis for only a very few cases and would be unlikely to
have a significant impact on prostate cancer mortality. Although no single PSA threshold emerges as the obvious cutoff point below which the screening interval can be extended, thresholds between 2.0 ng/mL and 4.0 ng/mL were examined in the studies discussed above. A conservative cutoff point
within this range would be 2.5 ng/mL. Men with PSA levels below 2.5 ng/mL form a significant portion of the screened population; thus, extending the screening interval for these men could lead to considerable reductions in PSA tests, biopsies, overdiagnosis, and costs.118 Therefore, the ACS
recommends that men whose initial PSA level is below 2.5 ng/mL can reduce their screening frequency to every 2 years. Men with higher PSA values should be tested annually. It seems intuitive that the rate of increase in PSA (PSA velocity) would be related to the of prostate cancer. PSA velocity was
proposed as a risk factor for prostate cancer first in 1992 by &gt; интервала скрининга у мужчин с ПСА&lt;/1.0&gt; ПСА&lt;/1.0&gt; Et al in a study of patients from the Baltimore Longitudinal Study of Aging (BLSA).125 In this study, the authors noted that in most men, there was a gradual and slow
increase in PSA over time. However, PSA increased at a faster rate among men with prostate cancer, and, in men with the most aggressive tumors, the growth rate was highest. The dog's growth rate of 0.75 ng/ml per year was associated with a higher risk of prostate cancer. A subsequent analysis from
BLSA suggested that PSA rates as low as 0.35 ng/ml per year may be useful to differentiate cancer from noncancer.126 Unfortunately, there are several problems with incorporating PSA rate into prostate cancer screening strategies. First, there may be significant day-to-day changes in PSA, often for no
apparent reason; and, with retesting, up to 25% will no longer be abnormal.127 For this reason, repeating the PSA test until further assessment is reasonable. Perhaps the most important limit on PSA speed is that it strongly correlates with the value of PSA itself.128 This high degree of correlation
between PSA and PSA speed has been confirmed in large prospective studies that do not establish that PSA speed has improved only on PSA in predicting the risk of prostate cancer. In PCPT, the only study in which a biopsy was performed generally regardless of PSA level, PSA rate was indeed
associated with prostate cancer risk and risk of high-end prostate cancer.114 However, after the inclusion of PSA and other risk factors (race/ethnicity, family history, DRE results, and previous prostate biopsy results), psa rate no longer affects prostate cancer risk; and, in men with high levels of prostate
cancer, the inclusion of PSA rate actually provided incorrect data related to risk.114 In ERSPC, a similar analysis showed that PSA rates did not significantly improve PSA performance only in the prostate cancer risk forecast.129 Most recently, In a systematic review of studies published prior to March
2007, using strict statistical criteria for review, Vickers and his colleagues produced little evidence that PSA kinetics (doubling time, speed) provided independent forward-looking information related to the risk of prostate cancer outside, as provided by PSA.130 Accordingly, ACS does not recommend the
regular inclusion of PSA rate in prostate cancer screening strategies. The optimal role of DRE for early detection of prostate cancer is unclear. DRE was recommended as a screen for prostate cancer from the early 1900s131, 132 and was officially recommended by ACS from 1991.133, 134 From 1975
to early 1990s, when DRE was the only screening test for prostate cancer, mortality from prostate cancer steadily increased. This steady growth contrasts markedly The decline in mortality that followed the uptake of PSA for screening in the early 1990s.2 Of course, many potentially mixed factors exclude
definitive conclusions based only on time trends. Several case control studies have examined the effects on prostate cancer mortality as a result of being exposed to DRE. Of the three case studies that only DRE studied, one reported a statistically significant protective effect and two reported no (OR,
0.53; 95% CI, 0.32-0.90; OR 0.9; 95% KI, 0.5-1.7; and OR, 0.84; 95% CI, 0.48-1.46 respectively).2, 36, 135 Other case control studies studied by both PSA and DRE, but the separation of the effect of the two was possible only in one study (OR, 0.37; 95% CI, 0.19-0.71).35, 37 Case' Prostate cancer
screening studies have serious methodological problems that are described in detail above (see Evidence from Case-Control Studies). Of the two randomized prostate cancer screening trials, the PLCO study, which offered patients in the intervention group like DRE and PSA, did not demonstrate any
benefit from screening.11 Conversely, ERSPC, which has largely offered PSA patients without DRE (and recommended biopsy for PSA values, has not actually demonstrated a reduction in mortality associated with screening.10 Thus, the recommended biopsy for PSA values is not ng/mL). While test
data and time trends show either no impact or only a small effect of adding DRE to PSA for screening,136 clinical observations show that some high-quality prostate cancers are detected by DRE in individuals with PSA values that fall below any recommended threshold for biopsy. However, in the ERSPC



subgroup analysis, only 17% of the prostate cancer were diagnosed with DRE alone (i.e., with PSA values under 4.0 ng/mL).137 In addition, in the same analysis, the sensitivity and PPV DRE were only 20% and 8.8%, respectively, in men who had PSA values of 3.0 ng/mL. Thus, DRE is implemented by
the poorest at the PSA levels at which it was most needed. The definition of the appropriate role of DRE in prostate cancer screening is complicated by several facts. First, DRE sensitivity and specificity depend on the expert.138 In other words, each expert performs DRE with individual sensitivity and
specificity. Secondly, although some cases are found in men with low PSA levels, the lethal potential of these cancers is uncertain. In addition, whether these cancers will subsequently be identified as a result of serial PSA testing and whether they will be transferred from curable to incurable is unknown.
Third, based on the results of the survey Participating in PSA screening, DRE may be an obstacle to screening for some men.50 Finally, the ability to detect clinically important prostate cancer DRE that will be missed by PSA depends on threshold used to perform a prostate biopsy. The lower the biopsy
threshold, the less likely it is that DRE will detect important prostate cancers that will be missed by PSA. Conversely, as the threshold rises, the potential value of DRE goes up. However, the steering committee recognizes that it is impossible to determine the threshold of a PSA biopsy that detects all
clinically important cancers and that some cancers below the threshold can be detected by DRE. The ACS recommends that individual decision-making should occur for men whose PSA levels fall between 2.5 ng/ml and 4.0 ng/ml, as mentioned below (see Beyond Prostate-specific Antigen: Individual
Decision-Making). This process involves integrating other risk factors for finding prostate cancer, especially high-end cancer, at this lower PSA level. One of the factors that can contribute to the decision is the result of DRE. In men who underwent a prostate biopsy for PSA levels ≥3.0 ng/ml, it has been
demonstrated that abnormal DRE contributed to the predictive value of prostate cancer detection and selective detection of potentially aggressive cancers.139 Similarly, In the ERSPC analysis, as noted above, DRE was significantly higher than PPV in the higher normal.137 ranges therefore, performing
DRE in men with PSA values between 2.5 ng/ml and 4.0 ng/ml can assist the supplier and patient in deciding whether to seek a biopsy. In addition, for men who choose to be tested, clinicians should consider continuing to use DRE in circumstances that affect PSA levels, such as taking finasteride and
hypogonadism.140 In the summary, although the value of adding periodic DRE to periodic PSA testing is unknown, this will depend in part on the PSA biopsy threshold and the person who performs DRE. Even with optimal performance and a high biopsy threshold, the added cost of performing periodic
DRE is likely to be quite low, increasing the cancer detection rate by 17% in most, and few of these cancers detected exclusively by DRE are likely to be high grade.137 thus, for men who choose to be tested for prostate cancer, recommended testing with PSA with or without DRE. To assist in individual
decision-making, health care providers should consider performing DRE for PSA levels between 2.5 ng/ml and 4.0 ng/ml, if this has not yet been done. Since the PSA test became a screening test for prostate cancer in the late 1980s and early 1990s, PSA 4.0 ng/ml has been adopted as the upper limit of
normal.5 In the mid-to-late 1990s, however it has been recognized that prostate cancer rates are still at lower PSA levels (between 2.5 ng/ml and 4.0 ng/ml).141 In general, it was considered that men who had PSA levels of 2.5 ng/ml had a low risk of prostate cancer. With the completion of PCPT, in
which men at all levels of PSA PSA biopsy, it has been recognized that PSA should not be considered elevated or normal because prostate cancer has been detected at all levels of PSA, including the values of zlt;1.0 ng/ml.114 What has been found, the higher the PSA, the higher the risk of cancer. It
was particularly important that aggressive cancers were detected at higher levels of PSA. Researchers studied how factors in addition to PSA affected a person's risk of prostate cancer. The six prostate cancer risk factors that were included in the model were PSA, DRE findings, age, race (Caucasian or
African-American)/ethnicity (Hispanic or non-Hispanic), family history, and history of pre-negative prostate biopsies (protective). A study of 5,519 men who all underwent biopsies and in which all 6 pieces of data were available, the tool was developed to assess the individual man's risk of prostate cancer.
This tool is available online (available January 27, 2010). This risk assessment tool has been tested in several additional groups of men.142, 143 Although the risk calculator may not have a significant impact on decision-making by some men, it allows a man to both understand his risk of cancer,
especially high-end cancer, and compare his risk with that of other men. For the first concept, it is important for men to understand when deciding whether to undergo screening and biopsy that a lower-grade tumor (e.g. with a Gleason score below 6) may remain lazy without any symptoms or a propensity
to spread. Thus, the diagnosis of a low-grade tumor can lead to unnecessary treatment. Conversely, high-grade tumors appear to pose the greatest risk of spread and tumors are most likely to cause death. Because of the greater need to diagnose these high-quality tumors in the early stages, some
doctors stress that the risk of high-end disease, rather than the overall risk of cancer, should be the main determinant of the need for a prostate biopsy.144 To demonstrate the importance of individual risk assessment, it is helpful to consider two different clinical scenarios of men who choose to be tested
after participating in informed decisions (see table 3). The man, who is 55 years old, has a common reason for undergoing a prostate-prostate node biopsy on DRE, despite the low PSA value. Since it has no other risk factors, the risk of developing life-threatening prostate cancer is only 2.8%, despite a
total risk of developing prostate cancer at 29.1%. Although a biopsy may be considered, it should be understood that the type of tumor detected may be so slow that treatment may not be necessary and its diagnosis may not be beneficial to the patient. Man B is 10 years older and normal PSA level (2.5
ng/ml) by historical standards. Although, under the current convention, he will be sure that he needs Further assessment, it has a 4 times higher risk of potentially life-threatening cancer than the person for whom a biopsy is recommended. Table 3. Decision-making in the context of risk factors and clinical
scenarios VARIABLE MAN A MAN B Age, in 55 65 PSA, ng/mL 1.0 2.5 Rectal Examination Findings abnormal nodule Normal Family History of Cancer? No Race/Ethnicity of Caucasian African Americans Before Negative Prostate Biopsy? No Cancer Risk 29.1% 26.5% Risk of Low Grade Cancer 26.3%
15.7% High-Class Cancer Risk 2.8% 10.8% PSA indicates prostate specific antigen. Is there a threshold for a general cancer risk or a high risk of cancer that should trigger a biopsy? Unfortunately, there is no absolute PSA level that applies to all men. The level of risk on which a biopsy should be
considered should be based on factors related to a person's life expectancy (age, comorbidities) as well as a man's concern for his risk. Since a biopsy can lead to the identification of a non-essential tumor and because treatment has a number of potential side effects, the level of risk at which a biopsy
should be performed should be based on the person's integration of these considerations into his decision-making. Recognizing the absence of a single PSA threshold to distinguish high risk from low risk, It is reasonable to suggest that men being able to individually assess risk at PSA values between
2.5 ng/ml and 4.0 ng/ml. Numerous studies have shown that more than 20% of men whose PSA values fall in this range will have prostate cancer on biopsies, many of which are clinically important.114, 141, 145 of course, some men with PSA levels below 2.5 ng/ml will harbor prostate cancer; however,
these cancers are less likely to be high, and are likely to be detected on PSA serial measurements. While an individual risk assessment may be laborious, only about 10% of men who choose to be tested will have values that fall into 2.5 ng/ml to 4.0 ng/ml range.145 Future risk assessments are likely to
include new prostate cancer biomarkers that will better distinguish between life-threatening and lazy prostate cancer. The PCPT risk calculator has been updated to include data from a large study of PCA3, a urinary biomarker that is associated with the risk of prostate cancer.146 The online calculator
currently allows input of this value to update the risk. Thus, for men who have PSA levels between 2.5 ng/ml and 4.0 ng/ml, ACS recommends that health care providers consider an individual risk assessment that includes other risk factors for prostate cancer, especially for high-end cancers that can be
used for biopsies or referral recommendations. There is a wide for the characteristics of men for whom screening is unlikely to be useful. This group includes older men and those with comorbidities. Several factors contribute to the recommendation against routine prostate cancer screening in such men.
Prostate cancer is, in most cases, a slow-growing tumor; thus, the disease is often present for several years without any significant impact on human health or well-being. For men who are diagnosed with prostate cancer locally or regionally, the 5-year relative survival rate is nearly 100%.2 Also, the data
suggest that if screening offers the benefit of survival, then this advantage is accrued after the original screen. Analysis of ERSPC10 data showed that survival curves for screened and unscreened groups did not differ significantly until 9 or 10 years after screening began. Contrary to uncertainty about the
benefits of prostate cancer screening, the well-recognized harm associated with prostate cancer screening and treatment may be more common and more severe in older people and in people with debilitating conditions. Although the incidence of prostate cancer increases with age, in the absence of
screening tests, many of these excess cancers will be silent and do not cause disease during human life. Overdiagnosis occurs when these clinically minor cancers are detected by screening tests. Overdiagnosis, which is described in detail above (see Overdiagnosis and excessive treatment, above) is a
particular problem in older men. It is estimated that 23% to 42% of prostate cancer detected on screen are hyperdiagnosis; this figure may exceed 50% in men aged 75 and over.12 Due to known harms associated with screening and treatment of prostate cancer and the long interval required before the
potential accrual of any related benefit, For years, ACS early detection guidelines recommended that screening for prostate cancer be offered only to those men who are judged to have at least a 10-year life expectancy.147, 148 Men who, based on advanced age and/or comorbidities, are unlikely to
survive at least 10 years of unsuitable candidates for prostate cancer screening. Published screening guidelines from other organizations offer similar recommendations.149, 150 clinics often feel problem when called upon to assess life expectancy. Such assessments are, in some cases, relatively simple
(for example, someone with advanced stage cancer who has not responded to therapy). In other cases, life tables may provide useful estimates based on the age or quartile of the assessed health status (see Figure 3.151 These tools show that in the United States at age 75, about half of men have a life
expectancy of 10 years or more. The life expectancy of men in upper, middle and lower health areas.151 The decision on whether to screen, however, should not be based solely on age. Some men are male their 70s or even their early 80s have few health problems and quite reasonably can be expected
to live after the next 10 years. These people may benefit from early diagnosis of cancer detected on screen and should not be prevented from making an informed decision about screening. While age is certainly an important determinant of life expectancy, the number and severity of comorbidities and the
degree of functional impairment present by these conditions can have an even greater impact on life expectancy. Examples of common life-related comorbidities include The New York Heart Association of Class 4 congestive heart failure, chronic obstructive pulmonary disease from moderate to severe,
end-stage renal disease, moderate- and severe dementia, or life-limiting cancer. The shortened life expectancy that usually accompanies these conditions eliminates any theoretical benefits that can be derived from screening and early detection of prostate cancer. Complex life expectancy tools have
been developed that include health adjustments and may be useful.151, 152 Despite cross-organizational guidelines for avoiding screening for men with life expectancy of less than 10 years, it is clear that a significant amount of screening is still taking place among individuals who are unlikely to benefit. A
recent study of men who cared in the Veterans Administration's health care system documented prostate cancer screening rates of 45% in men age 80 and older and 36% among those age 85 and older. More concerning was the finding that the rate of screening was essentially identical for men in good
health and for men who knew life-limiting comorbidities.153 Similarly high screening rates in older men were recorded by other investigators.154 Thus, there are identifiable groups of men in which the balance of prostate cancer detection and harm treatment clearly outweighs any potential benefits
achievable through screening. It is important that physicians carefully assess the patient's age and comorbidities in anticipation of discussing prostate cancer screening and that these factors are properly weighed by patients and physicians in the decision-making process. Two decades into the era of PSA
screening for prostate cancer, the overall value of early detection in reducing morbidity and mortality from prostate cancer remains unclear. New evidence that early detection can reduce the likelihood of dying from prostate cancer should be weighed with serious risks incurred by early detection and
follow-up treatment, particularly the risk of treating many men for screening for detected prostate cancer that would not have had the negative effects of their illness if it had gone unnoticed. In light of the continuing uncertainties, including uncertain uncertainties this updated benefit and risk guide
emphasizes the importance of engaging men in the selection process. To this end, the guide contains the basic elements of information men need to participate constructively in this decision: a basic understanding of the importance of prostate cancer, the potential benefits of early detection, strong and
limited PSA testing, and the risks of finding and treating cancer detected on the screen. How men use this information will depend to a large extent on the relative value they bring to different risks and potential benefits. In this regard, the guidance highlights the critical role that health care providers can
and should play in helping men decide whether to be tested, assuring that their patients have sufficient information and helping them to clarify their values relevant to this decision. Recognizing the complexity of the issues involved and the time constraints faced by health care providers, we encourage
health care providers and patients to use the tools to make decisions on prostate cancer screening to facilitate the process and better make a decision that is truly commensurate with the patient's values. In view of the delay between screening diagnosis and expected mortality, we continue to recommend
that men whose life expectancy is less than 10 years should not be detected early. The likelihood of getting benefits in these men is low enough to be outweighed by the risk of harm arising from treatment. Conversely, we continue to recommend that men who are at greater risk of developing prostate
cancer at an earlier age - African-American men and men with a family history of prostate cancer in nonelderly relatives - should be given the opportunity to make informed decisions at a younger age than men who are at average risk. For men who choose to be tested and their suppliers, we offer
recommendations on psa-based testing frequency and recommendations on how to proceed with test results. Without definitive answers yet from randomized trials and recognizing that lowering the PSA threshold for biopsy will increase the rate of overdiagnosis, we consider the traditional PSA level of 4.0
ng/ml to be a reasonable threshold for further evaluation. However, while acknowledging that there is no true cut-off point for PSA, which distinguishes cancer from non-cancer, we invite suppliers to consider individual solutions when PSA levels fall in an uncertain range between 2.5 ng/ml and 4.0 ng/ml,
especially in men who are at increased risk of developing high-end cancer based on risk factors, related to PSA. While there is still debate about the benefits of current screening strategies in reducing the burden of prostate cancer, there is a consensus that more effective early detection and treatment of
prostate cancer is urgently needed. We hope, hopefully, future advances in early detection of prostate cancer will lead to the ability to accurately distinguish between lazy and aggressive cancers and that the adverse effects of prostate cancer treatment will be reduced enough to tip the scales clearly in
favor of screening. Until then, however, health care providers and the health system as a whole will continue to be required to allow men to decide whether they want to achieve early detection of prostate cancer. We recognize members of the American Cancer Society (ACS) Prostate Cancer Advisory
Committee (listed below) for their vital contribution to the development of this guide. Also, Robert J. Wolf, Ph.D. (University of Texas M.D. Anderson Cancer Center, Houston, Texas); Louise Walter, md (University of California, San Francisco, California); and Chiranjeev Tyre, MBBS, MPH and Idris
Guessous, MD (Department of Epidemiology, Rollins School of Public Health, Emory University, Atlanta GA) have made significant contributions as outside experts. We also thank the reviewers, including members of the ACS Primary Health Care Advisory Committee, the ACS Mission Outcomes
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