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Preface

Since the first edition in 1988, there has been terrific support of this textbook, Pediatric Dentistry: Infancy Through Adolescence, from clinicians, residents, students, and allied health professionals. The novel approach to emphasize age-appropriate themes instead of disease-oriented themes has been well received and is continued in this edition.

To date, 57 health professionals have contributed to the five editions, some for all five editions with others added as new themes were introduced. The text has been translated into five languages and is used in educational programs throughout the world.

Additions for the fifth edition include full-color design to create an immediate visual impact; responsibilities of nondental professionals regarding infant oral health (Chapter 13); update on the effect of dental disease on children (Chapter 17); revised information on dental sealants (Chapter 32); advances in tissue engineering, as demonstrated in a new section on revascularization in treating necrotic immature teeth (Chapter 34); and the importance of assisting the pediatric patient to transition to an adult dental home (Chapter 38).

Where possible, all information is evidence based using classic or contemporary citations from the health literature and the latest policies and clinical guidelines of the American Academy of Pediatric Dentistry and American Academy of Pediatrics.

Embracing the contemporary electronic delivery of information, a digital text is offered as an e-book via the PageBurst store (http://pageburst.elsevier.com).

Become familiar with the fifth edition, beginning with Part 1: The Fundamentals of Pediatric Dentistry. Continue with the next four parts, beginning with the infant and ending with the adolescent patient. All four age-related parts are laid out in a similar format for quick searches and user friendliness.

Your editors and the contributors hope that this edition will further enhance your enjoyment and competency in managing the oral health of pediatric patients. It is through your dedicated and loving care that they can enjoy life fully.

The Editors



Part One

Fundamentals of Pediatric Dentistry





Introduction

The first section of this textbook deals with information and themes pertinent to dentistry for children at all ages. Much of this information is covered in other fields of dental education, but because of the differences between children and adults, including their physiology and active growth and development, no textbook on pediatric dentistry would be complete without a discussion of the topics covered in this section of the textbook as they relate to children.



1

The Practical Importance of Pediatric Dentistry


Paul S. Casamassimo
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Pediatric dentistry is synonymous with dentistry for children. Pediatric dentistry exists because children have dental and orofacial problems. Dentistry for children unquestionably grew out of the need to manage dental caries and its sequelae of pulpitis, inflammation, and pain associated with infected pulpal tissue and suppuration in alveolar bone.

It was logical that from its extraction-oriented beginnings, pediatric dentistry grew to include caries interception with an emphasis on diagnostic procedures and the maintenance of arch integrity in instances of tooth loss due to decay or trauma. The malocclusion consequences of unbridled tooth removal were soon determined to be preventable. Restorative techniques, pulpal therapy, space maintenance, and interceptive orthodontics were the main themes of this era, which sadly is still not over. Because of the lingering problem of early childhood caries and its recent increase, these treatment techniques are covered in detail in this book.

Pediatric dentistry today emphasizes prevention of dental diseases, which is a primary focus of this book, and it is addressed specifically for each of the four age groups that reflect the organization of this book. Caries risk assessment, as it relates to individualized prevention, is also featured in this edition to reflect the evolution of evidence-based oral health care.


Historical Perspective

Until the mid-1950s, in at least one state of the United States, a major dental supplier gave all new clients opening dental offices a very handsome sign that said: No children under age 13 treated in this office. Fortunately, such attitudes are now gone, the result of improved education and science as they relate to pediatric dentistry. Specific educational guidelines for pediatric dentistry are now an integral part of the fabric of dental education imposed on all dental schools accredited by the Commission on Dental Accreditation. Graduates of all accredited dental schools in the United States have both didactic and clinical education in dentistry for children. Furthermore, through the efforts of organized dentistry and other advocates of the oral health of children, the notion that the “baby teeth don’t deserve care because you lose them anyway” has largely disappeared.

The historical premise that dental care should begin at 3 years of age or later was based on the belief that a child under 3 years was too difficult to treat, except by a specialist and often using pharmacologic techniques, readily available to only a few specialists. Though it is true that treatment is often difficult, the threshold of age 3 years meant that many children would experience dental caries and enter the dental office with restorative and pain management needs. The American Academy of Pediatric Dentistry today advocates a dental visit on or before the first birthday.1 In May 2003, the American Academy of Pediatrics (AAP) issued guidance to its membership of more than 50,000 pediatricians to perform oral health assessment at 6 months of age during well child visits along with application of fluoride varnish.10 Unquestionably, the appropriateness of this recommendation for earlier attention to dental care by health professionals is due to the recognition today that early childhood caries cannot be eliminated through restoration or selected tooth extraction, and that children afflicted with early childhood caries are more prone to dental caries in their permanent dentition.




Milestones in Dentistry for Children in the United States

Table 1-1 provides a timeline that depicts the evolution of dentistry for children. Like the specialty of endodontics, pediatric dentistry grew out of restorative dentistry, championed by general dentists who enjoyed working with children and had compassion for the suffering they underwent with unchecked dental caries in the pre-fluoride era. Care of children was at first simply a dentist’s preference, and then it was officially recognized as a specialty midway in the last century. During its rise to specialty status, pediatric dentistry followed a path similar to other dental specialties, beginning with interest groups of dentists, the formation and gradual proliferation of a number of pediatric dentistry training programs, and eventual recognition by organized dentistry. Pediatric dentistry eventually focused on treatment of infants, children, and adolescents and also became the group in organized dentistry caring for persons with special health care needs. In the mid-1990s, the official definition of the specialty focused on children and adolescents, but in practice, many adults with disabilities remained in the care of pediatric dentists and do so today because of the difficulties in transitioning to general practitioners.


[image: image] TABLE 1-1

Milestones in Dentistry for Children in the United States



	1900
	Few children are treated in dental offices. Little or no instruction in the care of “baby teeth” is given in the 50 dental schools in the United States.



	1924
	First comprehensive textbook on dentistry for children is published.



	1926
	The Gies Report on dental education notes that only 5 of the 43 dental schools in the United States have facilities especially designed for treating children.



	1927
	After almost a decade of frustration in getting a group organized to promote dentistry for children, the American Society for the Promotion of Dentistry for Children is established at the meeting of the American Dental Association (ADA) in Detroit.



	1932
	A report of the College Committee of the American Society for the Promotion of Dentistry for Children states that in 1928, 15 dental schools provided no clinical experience with children, and 22 schools had no didactic information in this area.



	1935
	Six graduate programs and eight postgraduate programs exist in pedodontics.



	1940
	The American Society for the Promotion of Dentistry for Children changes its name to the American Society of Dentistry for Children.



	1941
	Children’s Dental Health Day is observed in Cleveland, Ohio, and Children’s Dental Health Week is observed in Akron, Ohio.



	1942
	The effectiveness of topical fluoride applications at preventing caries is described. The Council on Dental Education recommends that all dental schools have pedodontics as part of their curriculum.



	1945
	First artificial water fluoridation plant is begun at Grand Rapids, Michigan.



	1947
	The American Academy of Pedodontics is formed. (To a large degree, the start of the Academy was prompted by the need for a more scientifically focused organization concerned with the dental health of children.)



	1948
	The American Board of Pedodontics, a group formulated to certify candidates in the practice of dentistry for children, is formally recognized by the Council on Dental Education of the ADA.



	1949
	The first full week of February is designated National Children’s Dental Health Week.



	1955
	The acid-etch technique is described.



	1960
	Eighteen graduate programs and 17 postgraduate programs in pedodontics exist.



	1964
	Crest becomes the first ADA-approved fluoridated toothpaste.



	1974
	The International Workshop on Fluorides and Dental Caries Reductions recommends that appropriate fluoride supplementation begin as soon after birth as possible. (This recommendation was later modified by authorities to start at 6 months of age.)



	1981
	February is designated National Children’s Dental Health Month.



	1983
	A Consensus Development Conference held at the National Institutes of Dental Health endorses the effectiveness and usefulness of sealants.



	1984
	The American Academy of Pedodontics changes its name to the American Academy of Pediatric Dentistry.



	1995
	A new definition is adopted for the specialty of pediatric dentistry by the ADA’s House of Delegates: Pediatric dentistry is an age-defined specialty that provides both primary and comprehensive preventive and therapeutic oral health care for infants and children through adolescence, including those with special health care needs.



	2003
	The AAP establishes “Policy Statement on Oral Health Risk Assessment Timing and Establishment of a Dental Home,” and issuance of this policy statement will be manifested in several outcomes, including the need to identify effective means for rapid screening in pediatricians’ offices, and the mechanisms for swift referral and intervention for high-risk children.






For several reasons, the general dentist community remains the overwhelming provider of oral health care for children. Most children simply need basic dental services, predominantly diagnostic and preventive in nature. This is true for very young children and infants who have no dental disease and simply need a dental home. Graduates of today’s dental education system are well-prepared to address all but the most difficult of pediatric oral health issues. Another important reason is that pediatric dentists are not plentiful, and even with a major effort to educate more pediatric dentists over the last two decades, the number practicing is well below 10,000 nationally, compared with over 200,000 general dentists. Convenience and compliance also strongly support the concept of family dentistry, whereby all family members can have the same dental home.




Challenges for Pediatric Dentistry in the 21st Century

With the recent recognition of the increase in early childhood caries in the United States and other industrialized nations, and the localization of this disease in poor and minority children, the focus of pediatric dentistry has shifted. A dentist treating children needs to be aware of the new challenges in keeping a child caries-free throughout childhood. Dental disease initiation and conversely, its prevention and control, are now believed to be highly influenced by factors beyond the biological ones traditionally attributed to the Keyes model of interaction of bacteria, sugar, and teeth. These other factors include the effect of the community, the system, and the family and are not biological in nature. What this means is that the dentist treating children must consider many different elements, and not just the child and family and the biology of the mouth. Preventive dentistry includes understanding the role of exogenous, nonbiological factors in caries initiation and progression, especially for poor and diverse populations. Important in today’s care of children are these considerations:


• The importance of infant oral health as the best opportunity to prevent early childhood caries by providing families with preventive information and the general dentist’s role working with nondental professionals

• Acid-etch techniques, sealants, and composite resins and their place in pediatric dentistry, which now also includes consideration of relative life span compared with other restorative approaches and concerns about toxicity in dental materials

• Dentistry for the disabled patient and other children with special needs who are now living longer because of medical advances, but whose dental treatment often requires consideration of medications, organ function, and other medical needs

• Early orthodontic diagnosis and treatment, which has been shown to benefit many children in terms of guiding occlusal development and minimizing lengthy treatment later

• More sophisticated pain and anxiety control, such as sedation techniques, and the requisite understanding and consideration of contemporary guidelines for safe and effective use

• Expanding problems with fluorosis due to the ubiquitous presence of fluoride in the environment and changes in dosing and fluoride therapy as a result

• Obesity and other eating disorders and their implications for oral health and care of patients in the dental setting

• Sophistication of radiographic techniques as digital and three-dimensional imaging become more common and provide advanced detailed diagnostic information along with concerns about exposure of children to radiation during their growing years

• Substance abuse, including smokeless tobacco use, recreational drug use in teens and preadolescents, and abuse of prescription pain medication, which is epidemic in many areas

• Digitization of health information, its management and transportability, and the rules and opportunities available in today’s electronic environment

• Advocacy outside the dental office to support oral health at a community level, including dentist participation on health boards, school sports teams, Head Start Program consultancy, and other out-of-office roles requiring oral health care expertise

• Societal changes reflected in significant alterations in parental acceptance of traditional behavior guidance techniques and the legal implications of these changes and attitudes



Eight phenomena that will have to be addressed in the 21st century are deemed important enough to be reviewed in this introductory chapter. These are child abuse and neglect, the children of poverty, informed consent and risk management, evidence-based dental practice, technology, health care delivery and payment strategies, caries risk assessment, and emergence of pediatric dentistry in the world community.


Child Abuse and Neglect

Child abuse and child neglect are ugly and emotionally charged aspects of the more general problem of family dysfunction in our society. Since the 1960s these themes have received increased attention from the legal and health professions. By 1966, each of the 50 states had drafted legislation describing the responsibilities of professionals to report suspected abuse of children. The same laws that mandate dentists to report suspected abuse often also protect them from legal litigation brought by angry and vengeful parents.

These laws also spell out the legal implications for the dentist who knowingly and willfully fails to report suspected child abuse. Although laws vary from state to state, in general, the dentist who fails to report such cases is considered guilty of a simple misdemeanor and is subject to a fine or jail sentence. The law usually also makes the dentist civilly liable for any damages to the child caused by a failure to report abuse. The technical aspects of identifying and documenting abuse are well-established, and a dental office should include a policy describing procedures related to its identification. The American Academy of Pediatric Dentistry offers dentists educational material about management of child abuse if encountered in the course of dental treatment.2 While examining a child, the dentist may encounter a bruise or another suspicious lesion, prompting an interview with the child for an explanation of the injury. After the examination is completed, the parents should be interviewed separately from the child to see whether their stories correlate. If discrepancies arise between the two accounts of the injury, the dentist would make a judgment, and if abuse is suspected, the appropriate authorities would be informed.

Physical abuse can be caused by burning, slapping, hitting, choking, twisting, pulling, and pinching; broken teeth, burns in unlikely places or in patterns, and lacerations and bruises in various stages of healing should alert the dentist. Figure 1-1 depicts some examples of physical abuse possibly noticeable during a dental examination. Sexual abuse is far more difficult to identify and may be beyond the purview of the dentist. Areas affected by sexual abuse would not be readily seen by the dentist; however, the sexually abused child may demonstrate inappropriate behaviors with the dentist, be suggestive in speech, or alternatively seem withdrawn.


[image: image]

[image: image] FIGURE 1-1 A, Frenum tear due to pulling on the lip in a baby with cleft palate. B, Dental trauma that has gone untreated in the primary dentition. C, Loss of hair on scalp due to pulling by abuser. D, Eye injuries from beating, which should also involve the bridge of the nose if received from an accidental fall (such as from a bicycle), but does not. E, Bite mark on the cheek showing imprints of maxillary and mandibular teeth in a characteristic pattern. F, Bruises from a slap showing finger pattern.



Neglect may be more subtle and less easily identified. Often, poor oral health is the trigger that prompts a dentist to investigate further the possibility of neglect. The dentist should look at the child’s overall hygiene and clothing as well as dental hygiene. Suspicion of poor nutrition may arise from dry and unkempt hair, dirty clothing, and apparent lack of medical care as evidenced by skin lesions such as impetigo. The dentist is responsible for taking the same approach to neglect as to abuse; reporting of such cases is mandatory. The American Academy of Pediatric Dentistry defines dental neglect as failure of the parent or guardian to seek treatment for caries, oral infections, or oral pain, or failure of the parent or guardian to follow through with treatment once he or she is informed that the aforementioned conditions exist.2 Social service agencies may become involved to assist families or to move the child from both an abusive and neglectful situation into a safer environment. While reporting is both an ethical and legal mandate, in the case of neglect, the dentist may find that dental neglect is but one problem area for that child and should not become frustrated with the inability of social services to effect dental care immediately when more serious issues are yet to be resolved.




Children of Poverty

Children who come from the circumstances of poverty are at increased risk for development of dental caries despite all the preventive dentistry accomplishments of the last 50 years. Recent data from the Centers for Disease Control and Prevention7 show a significant increase in primary dental caries for children and confirm a lingering predisposition for both primary and permanent dental caries to occur in those children from lower socioeconomic status (Figure 1-2). Unfortunately, the number of children in poverty is increasing. Generational poverty refers to the perpetuation of poverty across multiple generations, whereas situational poverty means a change in circumstances that drives families into financial problems due to divorce, recession job loss, or other life-altering problems.6
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[image: image] FIGURE 1-2 Decayed and filled surfaces in primary teeth (dfs) by age group (ages 2 to 4 and 6 to 8 years) and federal poverty level (FPL). (Data from the Third National Health and Nutrition Examination Survey [NHANES III] 1988-1994, National Center for Health Statistics, Centers for Disease Control and Prevention.)



The concentration of social dysfunction factors affecting children from poverty has been well delineated, and it shows that as these dysfunctional factors increase, so do systemic and dental diseases.12 The children of poverty have always presented challenges to the dental profession.13 Their lack of resources makes compliance with preventive recommendations difficult; even the cost of toothbrushes and fluoride dentifrice can challenge some poor families. Transportation to dental appointments may be difficult as well, so that the appointment failure rate of Medicaid-covered children becomes a recurring complaint by dentists.15 Diets predisposed to cariogenicity as well as obesity are characterized by a propensity toward high-calorie prepared foods because those options are within the financial resources of the poor, and their access to fresh foods and ability to cook may be limited. Dentists often compensate for the increased caries risk of poor children by more aggressive treatment such as stainless steel crowns rather than complex composites or amalgams. The cost of orthodontic treatment may also be out of reach for many poor children, challenging the dentist to make the most of space management when dental caries require removal of teeth.

The Affordable Care Act of 2009 made oral health care for children an integral piece of health care reform in the United States, and more children have access to oral health care than before its passage. This will challenge the dental health care system and likely change the patterns of care delivery, the essential dental services covered by both private and government health plans, and the availability of adjunctive enabling services such as sedation and general anesthesia. At the publication of this edition, the details of a national pediatric oral health plan are scant and financial limitations of government may make essentials services for children less than those now available in Medicaid or Children’s Health Insurance Program (CHIP) under Early Periodic Screening, Diagnosis, and Treatment Program (EPSDT) (see Chapter 11). The dental profession and other advocacy organizations concerned with child health are working to ensure that all children, including those living in poverty, have access to necessary dental care.




Informed Consent and Risk Management

Informed consent is the legal mechanism that protects a patient’s right not to be touched or in any way treated without authorization. The issue assumes that it is a right of a mentally competent adult human being to determine what, if anything, a practitioner may do to his or her body.

There are two kinds of consent: expressed and implied. Implied consent is determined by the behavior of the patient. For instance, the patient sits in the dental chair, opens his mouth, but says nothing, and the implication is that the patient knows what is going to happen and agrees to let it happen. Expressed consent is written or oral. A signed written consent to treatment is the most substantial consent for protecting the patient from undue treatment or harm and a dentist from subsequent litigation.

Informed consent also implies that the patient is aware of the nature of the treatment, alternatives to treatment including doing nothing for a condition, probable sequelae of treatment, and potential benefits and possible risks of any treatment. In other words, an “uninformed” patient is incapable of giving informed consent. A signature, if the patient is uninformed, is legally useless also.

Minors cannot take the responsibility for giving informed consent. To avoid liability, the dentist must secure consent from the parent or the person acting in loco parentis. An exception to this would be rendering emergency care that preserves life or prevents severe compromise to the child’s health when the parents cannot be located in the time available. This extends to the attainment of adulthood at age 18 years, when the person can determine whether he or she will accept treatment. In many states, persons with limited intellectual capacity are their own guardians and can determine whether they will accept treatment, even if they are under the care of a social service or their parents.

Obtaining informed consent can challenge the dentist who treats children. Older children and adolescents may come to the dental office unaccompanied by a parent or in the company of an older sibling or relative. Immigrants may not understand the need for adult parent approval of care and send children with family friends with no legal relationship to the child, because that is acceptable in their culture. Foster parents may have limited legal powers, especially if a child is in their custody temporarily, which may be an issue in cases of domestic violence. Social service agencies may have the final say in treatment. Divorced or separated parents may have limited custody and not be able to consent for care. This may also be the case with domestic partners. Dentists should have office policies, vetted by sound legal advice, to deal with these circumstances and others, such as when they identify a pregnant teen whose parents are unaware of her status or when they deal with families who do not speak English well enough to understand consent information and require a trained health translator.

Risk management is a broad term that describes the attitudes, processes, and techniques that a dentist and the staff can have and can do to minimize legal involvement and includes considerations and procedures previously described. Obviously, in pediatric dentistry, risk management involves not only how the dentist and child interact but also, importantly, how the dentist and child’s parents or guardians interact.

The practice of informed consent is basic to risk management. However, risk management involves issues other than those that are technically legal. It involves a satisfaction in communication between the clinician and the public, community, or individuals with whom he or she works. In the area of dentistry for children, risk management encourages open dialogue between the dentist and the people who bring children to the clinic. Over the last several decades, parenting has changed5 as have parents’ expectations for what happens with their child in the dental office.8 Much of the change centers around behavior guidance used in pediatric dentistry. Parents used to shy away from general anesthesia and pharmacologic management of their children, but today they want the pediatric dentistry experience to be painless and as pleasant as possible. This is a significant shift in parental attitude. Further, parents want to be present during treatment encounters rather than wait in the reception area. Finally, parents are far less willing to allow use of restraint, now called protective stabilization, in care of their child, and this may even extend to use of voice control by the dentist to gain the child’s attention. Other less common issues relative to pediatric dentistry today that may affect consent are cultural, related to touching patients, or safety, related to use of materials or techniques that parents feel present a threat of toxicity, such as fluoride, amalgam, composites, or radiation. The dentist needs to understand these issues and have information for families who express concern.




Evidence-Based Dental Practice

Much of dental practice is based on historically sound practices wherein practitioners and scientists have de facto warranted such treatments the “standards of care,” based on their longevity and prevalence of use in the practice community. Efficacy may have little scientific support, and use of the techniques may have been based simply on no beneficial alternative. Today there is a stronger call for practice based on scientific evidence collected in prospective clinical trials designed to scrutinize the techniques. In spite of the call for evidence, it is well known that not all clinically used practices can be entirely based on the highest levels of evidence, and many will always be based on expert opinion. In fact, most of today’s dental treatments are based on lower quality evidence. Dentists are challenged to design practices around evidence-based concepts when evidence does not exist. If the so-called standard of care in a community includes a procedure not strongly supported by evidence but is commonly provided to children, the dentist is at risk if it is not performed on patients. Conversely, a newer but rigorously tested procedure may not be covered by payment plans, whereas another more common and long-standing technique may be covered, so the dentist is left in a quandary. Today’s practitioners must have a good understanding of the levels of evidence behind their treatments and the scientific research leading to that treatment. Further, the dentist should be sure that a treatment does no harm and is at least better than the alternatives or doing nothing for any condition. Finally, a dentist’s practice should include internal quality assurance processes to evaluate the effectiveness of those procedures within the practice for whether evidence is lacking.




Technology and Materials

Technology is rapidly changing and its spin-off to dental practice is immense. Digital systems abound, materials are constantly changing, and record keeping is now far more amenable to tracking patient care and other office functions like billing and scheduling. The 21st century promises new materials based on bioactive substances rather than the inert materials now comprising most restorative and pulp therapies. Pulp therapy is one area of pediatric dentistry that has enjoyed constant change to reach improved efficacy. Practitioners continue to use accepted materials like formocresol, but mineral trioxide aggregate (MTA) and dentin-inducing bioactive substances have been tried with some success. Laser dentistry has been slow to catch on in mainstream pediatric dentistry, most likely because of its cost and limited use in only a small part of dental treatment, thus requiring practitioners to still use rotary instruments.

The electronic dental record has also led to refinements in practice function. In addition to minimizing paper and copying, the improved data management with current electronic systems allows dentists to use quality assurance in practice without needing to manipulate numbers by hand. As health care moves into a quality-required era, this capability will likely play a major role. Electronic billing functions means less devotion of staff time to those activities, leading to reduced costs. Finally, scheduling functions that include contacting patients automatically before appointments, alerting them to any special circumstances like dietary restrictions or billing requirements, also save staff time and reduce costs.

Other technological advances like biologic testing, electric handpieces, patient-distracting audiovisual entertainment, and online instruction have all entered the field of pediatric dentistry and should lead to improved and less costly care.




Health Care Delivery and Payment Strategies

Health care delivery and payment strategies were not themes in the first or second edition of this book; however, health care reform in the United States demands that a responsible education in pediatric dentistry today includes these themes. Three major changes in pediatric dentistry related to systems of care are the rise in corporate dentistry, the shift to managed care organizations for publically funded programs such as Medicaid, and growing reliance on federally qualified health centers (FQHCs). Corporate dentistry is growing in both public and private sectors because of the loss of dentists through retirement, increase in population, the ability to recruit and retain newly graduated dentists because of their educational debt, and a desire by existing senior practitioners to sell practices. The latter frees them from business management yet still allows them to be employed. Corporate entities have emerged that focus on children covered by Medicaid in states where reimbursement favors a profit. Although these entities provide good care to many children, they have been plagued by bad publicity about their business practices, which often require employed dentists to render large amounts of care at each visit. This practice stresses the child and family and has led to legal repercussions for some of these organizations.

The growth of managed care organizations (MCOs) that oversee populations of children and adults has resulted from the desire of states to control ever increasing Medicaid expenditures by allowing MCOs to control care allocation and by reducing the state’s need to employ workers on their payrolls. The impact on care of children has been variable from state to state. Some states have used the intermediary MCO to require dentists to request preauthorization or approval before performing certain procedures. These agencies have also done retroactive review of treatment patterns and sought return of revenue from dentists who the MCO felt had provided unnecessary treatment. Some MCOs have reduced fees or limited procedures that can be provided. The overall impact has been a declining participation by dentists and more difficult access for children covered by the Medicaid system in those states. Claims are made that more children have gained access, but many children simply gain coverage due to expansion of the Medicaid program and, in reality, with declining or limited dentist participation, cannot find a dentist willing to care for them.

The FQHC movement has resulted in more community-based clinics providing dental services, often in areas that will not support a private practice because of a patient mix skewed to low income. The FQHCs’ novel reimbursement mechanism, which is based on visits rather than procedures, enables them to exist in situations where Medicaid-based practices cannot. However, FQHCs are limited in their compensation of dentists and are often located in rural or depressed areas, so they often have difficulty retaining providers. FQHCs also provide very little care to children across the country.




Caries Risk Assessment

Caries risk assessment is an evolving science that will likely reduce costs through individualized care and improve quality by reducing unnecessary procedures with little evidence of benefit. A recent review of the studies available on caries risk assessment suggests that even with two or more decades of study, the best predictor of caries risk is the patient’s history of dental caries.14 Other factors like diet and fluoride exposure have some predictive power at the population level, but not enough to make them clinically useful for individual patients. The science of risk assessment is a long way from being useful for individual patients; sensitivity and specificity are too low to provide patients assurance that their assessed caries status is accurate. Most caries risk tools are used effectively for patient education, highlighting clinical and behavioral problems that parents can address, hopefully providing their children with some degree of protection from future caries. Caries risk assessment also fails to accurately identify which patients require additional treatments. Most caries risk assessment tools recognize socioeconomic status and place children in an at-risk category, in spite of their behavioral or clinical risk factors, confirming that the science remains primitive. Many of these children may actually have a low risk of developing caries.

Most proponents of caries risk assessment tools encourage their use to ensure adequate preventive services to children who really need them. Little is known about the results of withholding prevention in low-risk children. More research is needed before caries risk assessment becomes a clinically useful tool. With that being said, a conscientious practitioner should record historical and clinical risk factors for each patient in some form to characterize the practice’s patient pool. Some of the many outcomes of risk assessment–based practice will be (1) introduction of early caries treatments that are medically based, (2) closer interaction and referral among the entire health care team, and (3) broader development of dental devices and materials used in restorative dentistry that will provide therapeutic as well as restorative approaches to management of caries.




Advocacy

The concept of child advocacy for dentists is not new; we have been championing oral health for children as a profession for decades, as shown in the timeline in Table 1-2. Organized dentistry led the way for water fluoridation and has worked tirelessly to improve oral health of children in a variety of ways, from educating dentists to promoting oral health and general pediatric health within the public. The newest aspects of advocacy relate to individual dentists working to improve pediatric oral health beyond the direct provision of care. Dentists can function as child advocates at a variety of levels. The first is within the office, promoting both oral and systemic health for children through posters, brochures, audio announcements on their phones while patients hold, and by having health-oriented reading materials and videos available for waiting parents. Just outside the office, in the local community, dentists can participate on school health boards, act as a school sports team dentist, make mouth guards for teams, and participate in local health fairs, Head Start Program screenings, and a number of other activities. Usually through the legislative activity of the dental societies, dentists can work with elected and appointed officials and provide technical advice on oral health issues, safety, and public education. At the state and national level, dentists can engage in the work of political action committees and participate in lobbying for pediatric oral health. This is not an experience that many dentists have had, but in our political system, elected and appointed officials are expected to make decisions about a myriad of issues and need information to make the best decisions. Oral health is also often a low priority in legislative health matters, so accurate portrayal of the importance of oral health is critical. Because many decision-makers enjoy good oral health and have insurance, they may not appreciate the prevalence of dental disease in their poorer constituents.


[image: image] TABLE 1-2

Timeline for Milestones in the American Recognition and Approach to Family Dysfunction and Other Cruelties to Children



	1800s
	House of refuge movement occurred in many major cities and enabled the state to place abandoned or neglected children somewhere safe.



	1870s
	The New York Society for the Prevention of Cruelty to Children is formed. It is the first of many groups that worked in cooperation with the houses of refuge to rescue endangered children.



	1899-1920
	Juvenile courts are established, with the first juvenile court begun in Illinois in 1899; by 1920, all but three states had such courts.



	1946
	A paper by Caffey4 documents medical discovery of child abuse; it concludes that the origin of many long bone fractures in children could not be specifically documented.



	1957
	Caffey asserts that injuries such as fractures in long bones of infants have often been deliberately inflicted.



	1961
	The first conference on the battered child syndrome is held.



	1962
	An article on battered children11 is published in the Journal of the American Medical Association, and the concept of parental cruelty is made public. So by this time, there is a movement to do something about this problem.



	1966
	All 50 states have passed laws describing the responsibilities of health science professionals in reporting suspected abuse.



	1971
	Fontana9 proposes a more global definition of the mistreatment of children, so neglect is now considered a potential parental shortcoming.



	1974
	A National Center on Child Abuse and Neglect is established by Congress to provide further leadership in improving the potential protection of children; sexual abuse is added as a category of child abuse.



	1976-1979
	The number of cases of child abuse reported nationally rises 71% from 1976 to 1979, when 711,142 cases are reported.3



	1995
	The number of reported cases of child abuse continues to increase to approximately 1 million, and it is estimated that approximately 2000 children die from abuse each year.



	1996
	Nearly all states have child death review teams, and mental injury and passive exposure of children to illegal drugs are increasingly recognized as additional forms of child abuse.






Advocacy in pediatric dentistry is considered an equivalent part of the dentist’s responsibility in protecting the health of children. Training programs in pediatric dentistry are now expected to teach residents about advocacy and are encouraged to let them participate in community-based activities. If dentists truly understand the political and health systems we have in the United States, they realize that without advocacy at all levels, the health of the children of this country is at risk.
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Differential Diagnosis of Oral Lesions and Developmental Anomalies


Catherine M. Flaitz



Awide variety of oral lesions and soft tissue anomalies are detected in children, but the low frequency at which many of these entities occur makes them challenging to clinically diagnose. The purpose of this chapter is to highlight selected oral lesions that are most commonly found in children and pathologic entities that primarily develop in this age group. In addition, oral lesions associated with several genetic disorders and specific malignancies, which may mimic benign or inflammatory conditions, are included to broaden the disease scope. The material is outlined in tables to make this comprehensive subject more succinct and easier to review. The brief description for each entity summarizes the most important clinical information that is relevant to the child patient. Representative examples of these conditions are included to illustrate the characteristic clinical or radiographic features.

Each oral lesion is described according to key points: (1) the most common pediatric age group affected and the gender predilection, (2) the characteristic clinical and radiographic findings of the lesion, (3) the most frequent location for the lesion, (4) the pediatric significance of the lesion, (5) the treatment and prognosis for the lesion, and (6) the differential diagnosis that is pertinent to this age group.

Except for the first table on selected developmental anomalies, the other tables are arranged to capture the primary clinical or radiographic characteristics for the purpose of comparison. The sequential headings for each of the tables include the following disease categories:


Developmental anomalies (Table 2-1, Figure 2-1)


[image: image] TABLE 2-1

Developmental Anomalies (See Figure 2-1)
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[image: image] FIGURE 2-1 Developmental anomalies.
A, Fissured tongue. B and C, Partial ankyloglossia with lingual frenum attachment at the tip of the tongue (B). Note the restricted mobility of the tongue with extension (C). D, Lingual thyroid of the midline base of the tongue. E, Thyroglossal duct cyst with sinus tract, midline neck. F and G, Commissural lip pit (F) with depth illustrated by periodontal probe (G). H, Paramedian lip pits. I, Retrocuspid papilla of the lingual mandibular gingiva. J, Bifid uvula. K, Hyperplastic maxillary labial frenum. L, Torus palatinus of the midline hard palate. M, Small exostosis of the anterior mandibular alveolus, facial aspect. (D courtesy Dr. G. E. Lilly, University of Iowa College of Dentistry.)



White soft tissue lesions (Table 2-2, Figure 2-2)
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White Soft Tissue Lesions (See Figure 2-2)
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[image: image] FIGURE 2-2 White soft tissue lesions.
A and B, Frictional keratosis of the lateral tongue (A) and buccal mucosa (B) from chronic biting of the tissues. C, Smokeless tobacco keratosis of the posterior mandibular vestibule. D and E, Leukoedema of the buccal mucosa, bilaterally. F to I, White sponge nevus of the buccal mucosa (F and G) and lateral tongue (H and I). J, Ulcerated linea alba from aggressive sucking habit. K, Pseudomembranous candidiasis of the buccal mucosa. L, Chemical burn from overuse of a topical anesthetic. M, Coated tongue in a child who is mouth breathing. N, Fan-shaped scar at the corners of the mouth due to an electrical burn. O, Cluster of Fordyce granules of the anterior buccal mucosa. P, Oral lymphoepithelial cyst of the posterior lateral tongue. Q, Single palatal cyst of the newborn on the midline hard palate. R, Cluster of gingival cysts of the newborn on the mandibular alveolar mucosa.




White surface thickening lesions

White surface material lesions

White subsurface lesions



Dark soft tissue lesions (Table 2-3, Figure 2-3)
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Dark Soft Tissue Lesions (See Figure 2-3)
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[image: image] FIGURE 2-3 Dark soft tissue lesions.
A and B, Vascular malformation on the side of the face (A) and around the lips (B). C, Ecchymosis of the hard palatal mucosa from sucking aggressively on a lollipop. D, Hematoma of the floor of the mouth following trauma to the chin, which is frequently associated with fracture of the condyles. E, Eruption hematoma of the maxillary alveolar mucosa. F and G, Erythematous candidiasis of the hard palatal mucosa (F) and dorsal tongue (G). H, Median rhomboid glossitis of the dorsal tongue. I, Erythema migrans of the dorsal tongue. J, Physiologic pigmentation of focus of fungiform papillae on the lateral tongue. K, Amalgam tattoo of the maxillary palatal gingiva adjacent to the first premolar. L, Oral melanotic macule of the mandibular gingiva in a child with a history of oral melanoma. M, Compound nevus on the vermilion of the maxillary lip.




Red or purple-blue lesions

Brown-black lesions



Ulcerative lesions (Table 2-4, Figure 2-4)


[image: image] TABLE 2-4

Ulcerative Lesions (See Figure 2-4)
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PFAPA, Periodic fever, Aphthous-stomatitis, Pharyngitis, Adenitis Syndrome.
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[image: image] FIGURE 2-4 Ulcerative lesions.
A, Aphthous minor ulcer of the posterior buccal mucosa. B, Aphthous major ulcer of the anterior dorsal tongue. C, Herpes labialis of the vermilion of the maxillary lip. D, Secondary herpetic ulcers of the maxillary attached gingiva. E, Angular cheilitis. F, Diffuse traumatic ulcer from biting the lip following local anesthesia for restorative treatment. G, Riga-Fede disease of the ventral tongue in a child with neonatal teeth. H, Erythema and recession of the attached gingiva between the primary first and second maxillary molars from picking the tissues with the fingernails. I to K, Bilateral erosions of the buccal mucosa (I and J) and tenderness of the fungiform papillae at the tip of the tongue (K) from a toothpaste hypersensitivity. L to O, Drug-induced erythema multiforme with swelling of the lips (L), erythema and ulcerations of the buccal mucosa (M) and labial mucosa (N), and target lesions on the skin (O). P to S, Primary herpetic gingivostomatitis of the tongue and lips (P), maxillary gingiva and labial mucosa (Q) and mandibular gingiva and labial mucosa (R), and vesicles on the thumb (S). T, Electrical burn of the lip. U, Necrotizing gingival ulcer with a thick pseudomembrane in a child with acute lymphoblastic leukemia. V to X, Red-purple enlargements of the buccal gingiva (V), palatal mucosa (W), and skin (X) that represent leukemic infiltrates in a child with acute myeloid leukemia.



Soft tissue enlargements (Table 2-5, Figure 2-5)
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Soft Tissue Enlargements (See Figure 2-5)
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C1-INH, C1-esterase inhibitor.




[image: image]

[image: image]

[image: image]

[image: image]

[image: image]

[image: image] FIGURE 2-5 Soft tissue enlargements.
A, Squamous papilloma of the soft palate. B and C, Verruca vulgaris of the lip vermilion (B) and hand (C). D, Giant cell fibroma of the lateral tongue. E and F, Focal epithelial hyperplasia of the buccal mucosa displaying a cobblestone appearance (E) or a small clustered pattern (F). G, Inflammatory papillary hyperplasia of the hard palatal mucosa. H and I, Pericoronitis associated with an erupting mandibular molar (H) and a lower face cellulitis (I). J, Inflamed operculum associated with an erupting mandibular molar. K, Angioedema of the lips due to a latex allergy. L and M, Mucocele of the mandibular labial mucosa (L). The lesion was obvious when the child’s lips were at rest (M). N, Mucocele at the anterior midline ventral tongue. O, Ranula resulting in a diffuse swelling of the floor of the mouth. P, Irritation fibroma of the buccal mucosa. Q and R, Peripheral ossifying fibroma of the mandibular anterior gingiva (Q). Note the separation of the incisors (R). S, Peripheral giant cell granuloma of the palatal gingiva between the primary molars. T, Pyogenic granuloma and physiologic pigmentation of the maxillary gingiva. U, Hereditary gingival fibromatosis. V, Hemangioma of the dorsal tongue. W, Lymphangioma of the ventral tongue. X, Congenital epulis of the anterior maxillary alveolar mucosa. Y, Pleomorphic adenoma of the posterior hard palate. Z, Juvenile fibromatosis of the posterior mandibular vestibule and gingiva. AA to DD, Child with neurofibromatosis including neurofibroma of the floor of the mouth (AA), skin of the neck (BB), café-au-lait macule on the chin (CC), and enlarged fungiform papillae (DD). EE to HH, Child with multiple endocrine neoplasia syndrome, type 2B, including mucosal neuromas of the lips (EE), buccal mucosa (FF), and tongue (GG) and palatal gingiva (HH).




Papillary lesions

Acute inflammatory lesions

Tumor and tumorlike lesions



Radiolucent lesions of bone (Table 2-6, Figure 2-6)
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Radiolucent Lesions of Bone (See Figure 2-6)
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[image: image] FIGURE 2-6 Radiolucent lesions of bone.
A, Dentigerous cyst of the posterior mandible. B, Bilateral odontogenic keratocysts of the mandible associated with nevoid basal cell carcinoma syndrome. C, Ameloblastic fibroma of the posterior mandible. D, Ameloblastoma of the posterior mandible. E and F, Periapical abscess of the maxillary lateral incisor due to dens invaginatus, parulis (E), and radiographic findings (F). Note the hyperplastic dental follicle surrounding the crown of the permanent canine. G and H, Periapical cyst with no significant bony expansion, intraoral view (G) and radiographic view (H). I, Simple bone cysts of the anterior and posterior mandible. J and K, Melanotic neuroectodermal tumor of infancy of the anterior maxilla, clinical view (J) and radiographic view (K). L and M, Central giant cell granuloma of the mandible, clinical view (L) and radiographic view (M). N and O, Cherubism, clinical view (N), radiographic view (O). P to R, Burkitt lymphoma, open bite due to extrusion of posterior teeth (P), mandibular buccal expansion (Q), and panoramic radiographic view (R).



Mixed radiolucent and radiopaque lesions of bone (Table 2-7, Figure 2-7)
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Mixed Radiolucent and Radiopaque Lesions of Bone (See Figure 2-7)
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[image: image] FIGURE 2-7 Mixed radiolucent and radiopaque lesions of bone.
A, Calcifying odontogenic cyst of the mandible with displacement of the unerupted premolar. B and C, Adenomatoid odontogenic cyst of the mandible with displacement of the unerupted canine, cropped panoramic view (B), occlusal radiographic view (C). D, Ameloblastic fibro-odontoma of the posterior mandible and ramus. E, Ossifying fibroma of the posterior maxilla. F to H, Osteomyelitis with proliferative periostitis, clinical view (F), periapical radiographic view (G), and cropped panoramic view (H).



Radiopaque lesions of bone (Table 2-8, Figure 2-8)
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Radiopaque Lesions of Bone (See Figure 2-8)
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[image: image] FIGURE 2-8 Radiopaque lesions of bone.
A, Compound odontoma of the maxilla. B, Complex odontoma of the mandible. C, Multiple osteomas associated with Gardner syndrome. D, Condensing osteitis associated with carious mandibular molar. E, Idiopathic osteosclerosis of the posterior mandible. F, Cementoblastoma associated with the mandibular molar. G to I, Craniofacial fibrous dysplasia of the maxilla, clinical view (G), periapical radiographic view (H), and occlusal radiographic view (I).
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Avariety of dental anomalies are associated with defects in tooth development precipitated by hereditary, systemic, traumatic, or local factors. Numerous systems have been used to classify dental anomalies, each with merit. The one used in this text categorizes them in terms of abnormalities in tooth number, size, shape, structure, and color.1 The advantage of this system is that the categories can be related to the stages of tooth development in which the respective anomalies are thought to originate. These stages of dental development are discussed in Chapter 12. The reader is also encouraged to review textbooks on dental histology, dental embryology, and orofacial genetics for more in-depth information.


Anomalies of Number

Alterations in tooth number result from problems during the initiation or dental lamina stage of dental development. In addition to hereditary patterns producing extra or missing teeth, physical disruption of the dental lamina, overactive dental lamina, and failure of dental lamina induction by ectomesenchyme are several examples of etiologic factors that affect tooth number.1


Hyperdontia

Hyperdontia and supernumerary teeth are terms describing an excess in tooth number that can occur in both the primary and permanent dentitions. Reports on the incidence of hyperdontia include values as high as 3%, with males being affected twice as frequently as females.2 Ninety percent to 98% of supernumerary teeth occur in the maxilla, with the permanent dentition being more frequently affected than the primary dentition. The most common supernumerary tooth is the mesiodens, which occurs in the palatal midline and can assume a number of shapes and positions relative to the adjacent teeth. The majority tend to be located palatal to the central incisors.3

As reported by Primosch in 1981, supernumerary teeth are morphologically classified as either supplemental or rudimentary.2 Supplemental supernumerary teeth (Figure 3-1, A) duplicate the typical anatomy of posterior and anterior teeth. Rudimentary supernumerary teeth are dysmorphic and can assume conical forms, tuberculate forms (Figure 3-1, B), or shapes that duplicate molar anatomy. From a clinical standpoint, the tuberculate, or barrel-shaped, supernumeraries generate the most severe complications with respect to difficulty of removal and adverse effects on adjacent teeth, such as impaction or ectopic eruption. Additional complications associated with supernumeraries include dentigerous cyst formation, pericoronal space ossification, and crown resorption.3 It is important in supernumerary tooth detection to rule out the presence of odontoma in light of the fact that the morphologic characteristics of a compound odontoma are similar to those of supernumerary teeth.


[image: image]

[image: image] FIGURE 3-1 A, Supernumerary teeth: supplemental morphology. B, Supernumerary teeth: rudimentary, tuberculate morphology.



Cleft lip and palate (CLP) commonly demonstrates an excess or deficiency in the normal complement of teeth and provides a clear example of physical disruption of the dental lamina as an etiologic factor. Patients with CLP have been reported to have an increased incidence of hyperdontia, with reports indicating an incidence of up to 5%.4 Classic syndromes involving supernumerary teeth are summarized in Table 3-1; cleidocranial dysplasia has the highest association with this dental anomaly.


[image: image] TABLE 3-1

Syndromes Demonstrating Supernumerary Teeth



	Condition
	Characteristics



	Apert syndrome
	Scaphocephaly, craniosynostosis, bilateral syndactyly, midface hypoplasia



	Cleidocranial dysplasia
	Aplastic clavicles, frontal bossing, hypoplastic midface



	Gardner syndrome
	Osteomas, epidermoid cysts, odontomas, intestinal polyps



	Down syndrome
	Brachycephaly, mental retardation, epicanthal folds



	Crouzon disease
	Craniosynostosis, exophthalmos, hypoplastic midface



	Sturge-Weber syndrome
	Angiomatosis and calcification of leptomeninges, seizures, port-wine nevi of face



	Oral-facial-digital syndrome
	Hypoplastic alar cartilage, cleft tongue, clinodactyly



	Hallermann-Streiff syndrome
	Dyscephaly, mandibular hypoplasia, hypotrichosis









Hypodontia

Hypodontia, or congenital tooth absence, is a deficiency in tooth number. Familial heredity patterns account for the largest etiologic correlation with patterns of hypodontia. Incidence reports identify a range of 1.5% to 10% excluding third molars in U.S. populations.5 The most frequently occurring congenitally absent permanent tooth, excluding the third molar, tends to be the mandibular second bicuspid (3.4%), followed by the maxillary lateral incisor (2.2%).6

There is a high correlation between primary tooth absence and permanent tooth absence.7-9 Ectodermal dysplasia (ED) represents a group of classic syndromes characterized by oligodontia or multiple congenitally missing teeth. The most common is hypohidrotic ED, followed in descending frequency of occurrence by hidrotic ED, ectrodactyly ED plus cleft lip and palate, Rapp-Hodgkin ED, and Robinson-type ED (Figure 3-2). Other conditions involving hypodontia are summarized in Table 3-2 and those involving both hyperdontia and hypodontia in Box 3-1.


[image: image] Box 3-1   Syndromes Manifesting Both Hyperdontia and Hypodontia



• Down syndrome

• Oral-facial-digital syndrome type 1

• Crouzon disease

• Hallermann-Streiff syndrome






[image: image] TABLE 3-2

Syndromes Demonstrating Hypodontia



	Condition
	Characteristics



	Ectodermal dysplasia (hypohidrotic type)
	Hypotrichosis, aplasia of sweat/sebaceous glands



	Chondroectodermal dysplasia
	Polydactyly, mesomelic dwarfism, hidrotic ectodermal dysplasia



	Achondroplasia
	Short-limbed dwarfism, macrocephaly, frontal bossing



	Rieger syndrome
	Iris dysplasia, midface hypoplasia, protruding umbilicus



	Incontinentia pigmenti
	Alopecia, pigmented macules, mental retardation



	Seckel syndrome
	Dwarfism, microcephaly, facial hypoplasia, low-set lobeless ears
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[image: image] FIGURE 3-2 Hypodontia in a child with ectodermal dysplasia. Note atrophy of alveolar ridge.








Anomalies of Size


Microdontia and Macrodontia

Abnormalities in tooth size are epitomized in microdontia and macrodontia. Hemifacial microsomia is thought to result from a hematoma of the stapedial artery during embryologic development giving rise to
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	Condition
	Characteristics



	Klinefelter syndrome
	Aspermatogenesis, mental retardation



	Trichodento-osseous syndrome
	Sclerotic bones, coarse gnarled hair, enamel defects



	Oral-facial-digital syndrome type 2
	Dystrophic nails, hyperplastic frenum, lobed tongue



	Ectodermal dysplasia (hypohidrotic)
	Hypotrichosis, aplasia of sweat/sebaceous glands



	Amelogenesis imperfecta type 4
	Enamel hypoplasia and hypomaturation, mottled yellow teeth



	Down syndrome
	Brachycephaly, mental retardation, epicanthal fold
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sccond “Hoating toth” cases exophtholmos, disbetes cell transplantation Periapical bsccss
decade appearance prematuse insipidus; ol forms are used,depending  granuloma,
Male tooth loss ‘mimic periodontal on form of discase  Acute ostcomyeltis
prediction disease and location; children
younger than 2 years
have worst prognoss

Buitt lmphoma  Fintand Tymphadenopathy, il Posterior mandible  Most jaw esons are Trcatment includes “Acuic ostcomyelits
sccond sweling, tenderncss, femost common misdiagnosed as multingent Langerhans cell
decades tooth mobilty, extrwsion st may involve  odontogenic infection chemotherapy; hisiocytosis

Male and prematureloss all bur quadrants;  asociated with aggressive malignancy  Perigpical abscess or
predilcction potchy los of lamina Aftcon (endemic)  Bpstein-Bare virwsand  with S-year survival sranuloma.
durs gl form afectsthe chromosomal e of 750 10 950, Acute leukemia
radiolucencies floating jaws n S0% to wanslocation depending on disase  Aggresive
tooth” appesrance 0% of cases stage periodantits
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Pepiatric

CLINICAL AND

Ack axp Rapiocrapiic Peoutmic TREATMENT AND DirrereriaL
Lesiox Grvoen Fixpixes Location Stexricance Proavoss Discosis
Dentigerous st Second decade Well-defined, unilocular,  Mandibular and Commen odontogenic  Enucleation Hyperplastic dental
Sight male radiolucency around maxillary third cystin children growth  marsupialization follcle
predicction crown of unerupted molar and canine  may be rapid: may if xtensive; Periapical eyt
tooth; may displace regions. involve primary or orthodontic Ameloblastic fibroma.
tecth, cause cortcal supernumerary teeth; treatmentto assist Unieytic
expansion and enuption cystis soft tooth eruption; ameloblastoma
oot rsorption issue analogue sekdom recur; Odontogenic keratocyst
asymptomatic unless amcloblastomasnd  Adenomtoid
infected carcinoma ar rare odontogenic tumor
complications Buccalbifurcation cys.
Caomtogenic Sccond decale Welldehned, wnilocdlar  Posterior body Maltple s e Surgial xcision; may  Dentigerous st
eratocyst Male o multilocular and ramus of consstent with nevoid include periphersl  Amloblastc fbroma
(keraoeytic predicction radiolucency with mandible busal cell crcinoma ostectomy or Odontogenic myzoma
odontogenic corticated margins maxillary third syndsome and includes  chemical cautery Ameloblastoma.
tumor) expansil; 5% to 40% molar and canine jaw cpts, basal el recurence raeof  Central hemangioma
associaed with egions. carcinomas,palmar- 3006 malignant Centralgiant cell
uncrupted tooth; may. plantar pit, bid sibs, changes are rare sranuloma.
resorh and displce cpidermal cyss, and.
tccth may be painful caified il cerebri
Aancloblasic Fint and Well-defned wnilocular or  Posterior mandible  Rare malignant Surgial cciion Dentigerows ot
fibroma second multilocularkesion with  (70%) counterpart, recurmences are Odontogenic keratocyst
decades sceroti margins ameloblasti common (180%); Central hemangioma
Stght male exponsile; 5% Sbrezarcoma arses longeterm folow-up  Central gant ell
prediceion associated with de novo ar from e secommended sranuloma.
unerupted tooth precxising or ecurrent Ameloblastoma.
Aacloblastoma  Second decade Well-deined, unlloculr  Mandbulur molar  Unicysic ameloblasoma s Aggresiv odontogenic | Dentgerous ot
Mo gender or multilocular and ramus aress most common variant  tumor requires Odontogenic keratocyst
predicction radiolucency; cortical in children; assocated marginal o en bloc  Odontogenic myzoma

perforation; xpansik
Sons groving; root
displacement and
resorption; usually
asymptomatic

with uncrupted molar
teatment variesfrom
enucleation to
resection; 0%
securrence rate vith
enuclation

escetion 500
6 recurs with
curettage arcly
undergoes malignant
transformation

Centralgiant cell
sranuloma.
Ameloblastc fbroma
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PepiatTric Ace

Pepiatric

TREATMENT AND

DiFpERENTIAL

Lesiox AxD Gexpen. Custcat Fixpves  Location Stexmicavce Proaxosts Discosis
Papllary Lesions
Squmous Second decade Single pedunculted  Any oralsite but_ Caused by human Excsional iop. Verruca valgars
papilloma Mo gender nodule with finger- predikection for  papillomavirus (HPV),  recurence i Condloma,
predilection ke projectons; pink  the tongue lips,  specially types6, 11 uncommons no acuminatum
to white soft and and soft palate lovevirulence and evidence of malignant Gt cel fbroma
nontender infectivity rae transformation

Verruea valgarc

Fint and sccond

Multple sessle or

Cormmon on skin

Caused by HPY, cspecially

Ecisonal biopsy of oral

Squamons papilloma

(commonwary) decades pedunculated papules  of hands and. P 24,6 40spread  vars low risk for Condloma,
Nogender and nodules with fac infrequently by autoinoculation to recurtence for oral acuminatum
predilection rough, pebbly or foundonthelip  oralsite by sucking on lesions spontancous  Giant cell fbroma
papillary surfuce vermilion, labial  finges or na biting resolution may occur  Molluscum.
wehites nontender mucoss, and forskin lesion; novisk  contagiceum
anteror tongue for malignant
transformation
Condyloma Second decade Niultple, discret, sl Usually anogenital _ Oral lsions caused by Excisional biopsy, et Squamous papilloma.
scuminatum Mo gender nodulesvith bunted  lsions;onl ses HPV 6, 11,16, 15 ablation of oral warts,  Malsifocsl epithlial
(sencreal vart) predilection papillary surfuce include labial oncogenic HPV types highly contagious; hyperplasia
pink; nontender mucos, soft 16,18, vertical orsexual frequently recursoral  Inflammatory
palate, and transmission; may HPV 16, 18 associted  papillary
ventral tongue indicate hild abuse with oropharyngeal hyperplasia
corcinomayvaceine Gt cel fbroma
avalabl for Focal dermal
prevention of cerviesl | hypoplasia
it el Bbroma Second dwade Solitary, sesile o Aitached gingive,  Flbrous leion of Tcistonl Bopy Squamows pplloma

Female predilction

pedunculated nodule
with @ pebbly surface

dorsal tongue
and hard palate

unknosen couse that has
& prdilection for

Retrocuspid papills
Iitation broma,

pinks nontender children
Mulifocl Fintand second _ Multfocl sesile, Trunlly located on Coused by FIPY, types 13, Ecisional biopeys loser Verruca valgari
epithlial decades Papucs andnodues  labialand buccal 3 familil tendency, ablation; ecurrence s Condyloma,
hyperplasia Nogender with pink geainy to mucoss and genetic susceptbily: common; spontancous  acuminata
(Hieck disease) predilection stippled surface; tongue Other risk factorsinclude  regression may oceur;  Muliple hamartoma.

lesions coslesce,
display cobblestone
sppearanc;
nontender

poor oral hygiene,
crowded living
condiions, nutritionsl
deficiencics

o malignant
transformation

syndrome

Multiple endcrine
ncoplasia
Syndrome, 2B

P
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Eruption
hematoma,
and gt

First and.
socond
dades

Mo gender
prodilction

Localized patch or
sweling;amber,red,
or blue in color
overlying an rupting
tooth; usually
nontender

Alveolar mucosa

‘Eruption cyst is soft tissue
counterpart of dentigerous
eyt nfrequently deays
tooth eruption; minimal
blecding may occur at tis

No treatment is
wally necesary
eselves with
tooth eruption
uncover tooth if
symptomatic

‘Hemangioma.
Neonatalaveolar
Iymphangioma
Pyogenic granuloma
Amalgam tatioo

Brown-Black Leslons

Physiologic Firstand Gray, brown,or back_ Any location but___ Pigmentation icreases with _ None required Postnflammatory
pigmentation sccond potches with smooth attached gingiva  age of chid; common in common variantof  pigmentation
(racal decades suace patchy to ismost commen  dark-complesioned skin normal mucos Druginduced
pigmentation)  No gender generalized ypes pigmentation
prodilecion distribuion Smoker's melanceis
Lead poisoning
Realgim oo Second decade  Gray-bluc, black macule Gingiva,alveolar  Graphie tattoo i bund o None required unless  Melanotic macule
Mo gender with smooth surface ‘mucoss, buceal palae from self-inflcted melanocytic Graphite attoo
prodilecion and well-defned to mucosa wound; intenional neoplasm canot  Melanocytic nevus
[hp— attcoing usualy observed e excluded Varix
radiogeaphs may o lower abial mucosa permanent Late ecchymosis
demonstrae opaque discoloration
frogments
Ol menotie  Fistand Trown o black, aval Tover Mot common ] one required unless  Amalgam/graphie taon
macule socond macule with smooth. vermilion, buccal  pigmentation of i amelanocytic Melanocytic nevas
docades surface, well-defined mucoss, gingiva  complesioned children ncoplasm connot. Smoker's melanceis
Female marging single or multple lip macules in be excluded;no Late ecehymosis
predilecton muldple Pt Jeghers syndrome potentia for
malignant
transformation
Neanoeptic Scconddecade Brown, bluc,or back, _ Lip vermalion, Orallsions are uncommen  Excisional biopeyrare Amalgam/graphite oo
nevus Female welldefined nodule or palate, gingiva butheadand neck skins  riskof malignant Oral melanotic macule
predilecton  macule with smooth frequenty invalved transiormation Melanoma,

surface
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Lesiox

Pepiatric
Aceaxp.
Gexpen

Cuicar Finpives

Locatioy

Peoutric
Stewmcavce

TREATMENT AND
Proaxosts

DisrerextiaL
Discosis

Aphthons ueer

Firstand
second
decades

Female
predilction

Recurrent,painfl ulcers

Minor veriant: 15

superfiial oval ulers
e esoles in

710 days

Major variant: multiple,
decp ulers>1 ey
esalves in 2.6 weeks

Herpetiform vaiant
shorversof multiple
amallulers

Buceal, lbial mucora,
nonkeratinized

Occursin 20 to 006 of
ehikdren; T cell—
medicaed immunc
reaction; trauma and
orthodontic sppliances
are important fctors
in childen; genctic
predispositon; associated
with several systemic
discase,food
sensitivities, nutritionsl
defiiencies

Topical ancsthetics and
conting agents for
Symptomatic relich;
topical and systemic
steroids chlorhesicine
oral rinse, laser
tratment,nutrtonl
supplements

Major variant hels with
scarting

Traumtic ueer
Secondary herpetic
leer
Crohn disease
Behget syndrome
Celae disease
Neutropenic ulcer
PEAPA syndrome
Gastroesophageal
relux diease

Secondary herpetic
uleer

Tortand
second
decades

No gender
predikction

ultple recurrent,
smallulrs pinfil
preceded by vesicles
clustered pattern;
prodromal burning
Sensation; hess in
T4 days

Tierpes ol on Ty
vermilion and
periorsl sin;
intraorl herpetic
lces on hard.
palae, atachd
gingiva herpetic
whitlowson fingrs,
especilly with
digit sucking habit

Teactivation of erpes
simplex virus (HSV);
occurs in onc-third of
ehikdren ulraviolet ight,
sysemic discases,
are triggering factors

Sunsereen for prevention;
topical ancstheics for
symptomatic relick;
topical antiviral agents,
systemic acyelovir,
valacyelovir, fmcicovi;
immunocompromised
ehldren should be
tated

Tranmatic weer
Aphthous uleer
Angalar cheilts
Impetiga
Contact allergy

Tngalar cheilis

Firstand
second
decades

No gender
predikction

ed Rasures that Heed
and may uleerate;
scaling and erusted
surface; burning,
sensation; may be

Commisaures of
‘mouth; may be
associted with
concurrent orsl.
candidal infection

Caused by Gonida species
and saphylococeslip
incompetence, licking of
lips and drooling arc
agravting fctors; may
be causd by contact
allergy

Tabrication of e,
antifungal, ntifungall
steroid or antibiotic
cintments ecurring
lesions may require oral
antifungal treatment

Secondary berpetic
leer

Impetiga
Exflitive cheiits
Traumatic ucers
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Pepiatric

Ace
Axp Peoutmic TREATMENTAND  DIFFERENTIAL
Lesiox Gexorn Cunicar Fixpives  Location Stewricance Proavosts Diseosis
Red or Purple-Blue Lesions
Portwinestain_Infancy Tocalized to diffse, red  Face, dong Gecars in about 106 oF Taser trcatments Hemangioma
(capillary No gender o purple macular disibuton of newboms; may besignof  persistentlesion. Arterial and.
vasclar prodiletion leions; variable igeminal nerve,  Sturge-Weber angiomatosis.  that may become. artriovenous

malformation)

blanching blecds
frecy;gingival and.
bony enlargement
progenic grandom
srovs with child

site; may hae lip
and orl mucosal
imvelvement

blecding s complication
possible neurologic discase

darker in color and
nodular vith age

mlformtion

Eechymosis
Hereditary
hemorhagic
telangiectasia

Feching, Tt and Tocalzed to diffse, Tuceal macoms, Tmaliple Isfons necd to Mo tratmen “Amalgam/graphits taiton
ecchymosis, second pinpoint spots,patches  lips, lteral exclude chid abuse, spontancously Blue nevs
hematoma, dcades or svellings vith tongue, and soft blecding discrders, eselve Hemangioma
No gender smooth surface arly. palate infectous mononucleosis, Erythematous candidiasis
prodilecion lesions are re; e and other viral nfections Blood dscrasia
lesions ae bl black;
may be tender
Erythemitow  Fistand Multple red macies 5 Palate, buceal. Cawsed by Candide albicans _ Amtiungal medication _ Contact llrgy
condidinsis socond diffuse rd ptches; mucoss, dorsal and other species and proper oral Traumatic erythema.
dcades depapilation of tongue contributing fctors are hygiene; may recur  Erythema migrans.
Mo gender tonguc; burning antiviotice, if cause s not Therml burn
predilecton  sensation; may have immunosuppresion, climinated o Ancmia
angalar chelitis serostomia, pacifier, and managed
palatal coneroge appliances
Medion Firstand Tocalized red. Niidlne posterior _ Caused by candidal Antifungal medication  Brythema migrans
thombeid socond depapilaed porch dorsal tongue infectons localzed palatsl  and proper oral Contact llegy
dlossitis decades oval to thomboid in erythema or “Kising hygiene Hemangioma
Mo gender shape ith smooth or lesion” may be present Lingual thyroid
prodiketion lobulated surfce
asymptomatic
Erythems Firstand Multple oval o circular Dorsal and lteral  More common in childrn _ None required Niedion shomboid
migrans. second red paches with while  tongue;rarlyatthan adults increased ik avoidance of hotor _ glossitis
(benign decades scalloped bordersloss  other mucosal in atopic children; may. spicy oods topial  Contactalergy
migratory Female of filiform papillac sies occur with fisured tongue  sterids in Erythematous candidiass
glositi) prodilecton  putteen changes; may symptomatic cases  Transient ingual papills

bum

Lichen planus

P
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Traumatic uleer  First and Usually single ulcer; Lateral tongue, buccal  Most common oral ulcer;  Symptomatic relicf; Aphthous ulcer
sccond variabe shape with mucosa, lips and may indicate childabuse,  eliminate cause; factiial  Mucosal burn
decades ireegular margins gingival; Rige-Fode  neunlogic impairment,  ulcersar diagnestic  Secondary herpeic

No gender shallow or deep: disese occursin or facthtial njurics when  problemy may heal with _uleer
predilction puinfuls ypically infintson ventral  persistent and recurrent scarring, Contact allergy
healsin 1-3 wecks tonguc from
rubbing against
lover incsors

Contact allrgy Firstand Foclor widespread iy mucosal st that Wil variety of llergers  denify and liminate Nucosl burn
sccond erythema, vesides, comes in contact incuding foods, dental allergen; patch tsting  Secondary herpetic
decades and uleers; burning with alergen, material,oral Bygiene helpfulin older ueer

No gender sensation and pain. especially lps, products, topical chldren; topicalsteroids Aphthous ulcer
predikction buceal mucosa,and  medications, cosmetic toreduce symploms; Angalar heilts
singiva products lesions recur with Erythema muliforme
seexposure o allergen
Erythems Second decads  Wiespread, painiul e Oral lesions on Ips, _ Commen precpiating Withdraval of medication; _ Primary herpetic
mltiforme Ml macules, vesicles, tongue, buceal factors include herpes lubrication of ps, gingivostomatiis
predilection  bullae, and ulcers mucosa,and soft simplex virus (HSV) and  symptomatc relick; Necrotiing ulcrative
blood-crusted leons palate, Skinlesions meications; minorand  hospitalzaion if evere;  gingivitis
onlips targetlsions o exteemiticsand  major forms of the recurrences are common  Apbthous major
o skin; acute onset head and neck disease i triggered by HSV. s
fever,malaise segion Chermical burn
Primaryherpetic  Usually it Fever, irtabiity pain, Widespread oral and _ Caused by FISV; igh ever _ Supportive care ndudes Necrotiing wleerative
gingivostomatitis _decade Iymphadenopathy, perional and dehydration are antipyretcs analgesics, _ gingviis
No gender drocling, multiple involvement serious complications in_ pallativ oral rinses,  Erythema muliforme.
predilection vesicles, and ulers gingival lsionsare children; digial and hydraion; systemic Herpangina
diffuse erythema; wtally chiet ocular lesions may oceur  acyclovir may be
sudden onset rescbes complaint indicated
i 7-10 days pharyngeal

imvelvement in
adolescents
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Condensing
eseiti (ocal
sdersing
csteomyeli)

First and sccond
decades

No gender
prodikction

Localized radiopacity at roat
apices of pulplly involved
tooth; margins blend into
surmounding bone;
ssymptomatic

Most cases arc in
mandibular
premolar and
molar region

Most commen periapical
radiopacity; slerotic
bone may impede
eruption of succedaneous
woth

Notreatment of bony
esion; manage
dontogenic infecton;
may regres afer
bone scar

Cementoblastoma.

Idiopathic
estcosceross

Complex odentorma

Cementoblastoma.

Fistand sond
decades

No gender
prodikction

Fadiopaque miss mrrounded
by thin radiclucent rim; may
be mised radiolucent-
radiopaque; used to ot of
vitaltooth; pain and sweling

Fosterior mandible
in mola and
premola region

Rardy ivolves primary
et

Surgieal xtraction of
tooth with atached
tumor or endodontic
tratment ith root
amputation

Condensing oseitie
Osteoblastoma.
Complex odentorma
Hypercementesis

Tdiopathic
csteoscleross
(bone scar)

Fistand sond
decades

No gender
prodikction

symplomatic, noncpansle,
uniformly radiopaque lsion
that blends into surrcunding
bone; round or cllptical in
shape; adjcent tecth ae vial

Melar-premolar
manditle
wally by root
apices

Rore ases reach 2 cm i
size and may interere
with tooth eruption

o treatment s necessary
tend to stabilze in size
in young adulthood

Condensing oseite
Residul root tip
Exostoss

Osteoma
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Peputric

Ack o TREATMENTAND  DIFFERENTIAL
Lesiox Grxosn Cunvtcat Finpives Location Pepatnic Siontricaxce  Procosis Discosis
‘White Surface Thickening Lesions
Frictioal keratosis_ Fistand. Tocalized to difuse, white,  Mucoms adjacent to _ Caused by chronie bitingor _ Eimimation of ey Leakoedema
second rough or shredded ocdusal plane, sucking habits,iitation lesion regresses Linea alba
decades patches; adherent; including buccal,  from orthodontic Smokeless tobacco
Nogender asymptomatic abial mucosa, appliances, fractured tecth kerstosis
predilection ateral tongus and imprope tooth Cinnamon cortact
attched gingiva brushing stomatiis
Lupus erythematosus
Sokdes tohaces  Second decads  Difwe, white, wrinkled  Veslbular, Wbialand  Highly sddictve habit lesions  Discontinuation of  Leukoedema.
eratosis Male patch; adherent buceal mucosas develop afer 15 years of habitreultsin  Frictional keratosis
predilection asymptomaic; gingival wually mandibular s increased risk for lesion reversal; Cinnamon cortact
recesion; tooth saining site pericdontal discas,dental  biopsy of pesistent_stomatits
cores, tooth sensivity,and  lesions;low risk  Chronic hyperplstic
haltoss for malignant candidisis
transformation
Teulocdema Firstand Widespread, lmy white,  Bilteral buccal, Wbl Most promiment in black None required Trictional keratosis
second wrinkled mucos; mucosa and soft children; condition incresses  common variant of  Linea alba.
decades adherent; dissppears palate with age; more pronounced  normal muwsa White sponge nevus
No gender when stretched in cigurtte smokers
predilection
Ginnamon contact_ Second decade _ Oblong {0 broadly linewr, _ Gingiva, mucoms Ginnamon Tavoring in candy,  1dentfy and Chedk-biing keratoss
stomattis No gender white plagues with & adjacent o occlusal  chewing gum, othpase, discontinue s of  Hyperplastic candidiasis
predilection shageysthickenod surface; plane, including mouth rinses offending product  Smoleles tobaczo

diffuse erythema; ender

buceal mucosa and
ateral tomgue

Kerstosis
Hairy leukoplakia
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‘Pyogenic

First and second

Podunculated or sessile:

Most oceur on,

Reactive hyperplastic

Excisional biopsy and

Irritation fibroma.

- decades nodule with smooth  attached gingiva;  ksion caused by remore local Peripheral csifying
Female predilcction to iregalar ed other it irritation and poor arsl  ritation; ecurrence fibroma
surfice usually include lip, hygicne; may be rtcislow Peripheral gant cll
ukerated; blcds tongue, and. assocsted with sranuloma.
ey softand. buccal mucoss preguancy (pregnancy Soft tssue abocess
fiable; nontende; alo cccurs on fumor) or may develop Hemangioma.
limited govth skin atcxtraction site Locaized, juvenile
potential because of bony spongioti gingival
soquestra hyperplasia
Gingival Fintandscond  Loclied or generalied  Attached gingiva My be familil or Gingivectomy snd good _ Drug-induced
fibromatoss decades gingival and masillary idiopathic associated oral hygiene; high singival
(hereditaryor N gender enlargements pink, tuberosity with seversl syndromes recurrence rate overgrowth
idiopathic) predilection smooth to stppled. interfres with eruption Mouh breathing
surfuces;irm and ofteth; displacement singiviti
nontender; afects oftesth Chronic hyperplastic
both demtitions singivitis
Leukemic gingival
infirates
Scuny
FHemangioma. Tnfancy. Tocalized to iffase ed,_ 60% oceur in head  Hemorthage i potential __ Involution oflsion Vascular
Female predlecion  blucoor purplelesion,  and neck region;  complication; may it frt decade; malformation
flat or nodulr,sft lips, tonguc,and  cause malocclusion surgery for slect cases Pyogenic granuloma.
and compressble, buccal mucosa scaring s common and scar revison, Lymphangioma.
blanches; beeds are most it involution. laserablation, Eruption st
recly; 200 are common sies corteosteroids hematoma
multiple rarly occurs in propranclok; docsnot  Musocele
Tymphangioms  Tnfancy; most Tomalied 1o e, Tp to 750 occur  May cause malocdlusion,  Surgieal excsion; Temangioma,
detccted by transucentto redor in head and dysphagis, and recurrences are Squamous papilloma
2years purple swelling: neck; commen. repiratory problems; common; airvay. Lingual popillis
Nogender smaoth or peby oral st include oyt hygroma and obetruction and death  Muocele
predilction surfice; soft and the tonguc,lip, neonatal avelar may occur with lrge Plunging ranula
compresiblescrepitus and buscal lymphangions are neck or tongue lesons
may be plpated mucosa varionts
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Congenital cpulis  Infancy Pedunculated or sessile  Anterior alveolar - May cause feeding Surgical excision; Hemangioma
(congenital Female predlecion nodule;pink to red ridge usualy problems; usually occasional Pyogenic granuloma
gramlar cell. smooth suface may  maxila reaches masimum size spontancous Neonatalaveolar
tumor) be uleerateds 100 are atbirth regression; no Iymphangioma

maliple securmence; nommal  Neurocetodermal
tooth development tumor of infancy

Neurofibroma Second decade Single or maltple Tongue, buccal Newofbromatosicis Surgcal cxcision Neurilemmoma

Mo gender nodules with smooth  mucoss, autosomal dominant slitary lesion; Mucosal neuroma
predilction surfuce discete or vestibule, and condiion with lective excision Initation ibroma
diffuse sft to rm palate syndrome  neurofibromas, of syndrome type Benign submucosal
on palpation; lesions occur eoféaudsit macules, 506 malignant ncoplasm
nontender atany site wxilary freckling, and transformation of Salivary gland
especially skin Lisch nodules on irs syndrome type. neoplasm

Mucoml neuromas Firt decade Multple,pink papules  Labiland buccal  Autceomal dominant Surgical excsion of Neurofbromatoris
(muiple Nogender and nodules;softand  mucoss, anerior  syndhome; other neuromas for Focal cpihelial
endocrine predilction nontender; martanoid  tongue, gingiv sigmata include cosmetics aggressive hyperplasia
neoplasia body type; narrow asoon. pheochromocyiomaand  thyroid cancer Multiple hamartoma
syndrome, ype e with fulllips conjunctivaand  medullary carcinoma of  develops in sccond. syndrome
) eyelid thyroid gland decade

Fleomorphic Seeond decade Tink, dome-shaped Tarotid gand &= Most common benign Surgeal xcion vl Newofbroma
adenoma. Slght emale enlargement with most common slivary gland neoplasm;  adequate margins Newilemmoma
(benign mixed predilection smooth suface st palate s mucoepidermoid recurrence i Mucoepidermoid
tumor) slovly growing;firm  most common corcnoma s mest lons;malignant carcinoma,

and nontender oral s common malignant transformation rae of  Irtation fbroma
slivary gland tumor in <%
this sge group
Demad Fintand sccond  Rapidly groving, pink, _ Head and neck Rare, Iocaly sggressive Swgical cxciion wih  Large progenic
ibromatoss decades frm mas with an segins and destructive lsion vide margins sranuloma.
(aggresive Nogender imegular sufuce; may  paramandibular  that mimics adjunctve Fibrosarcoma.
ibromatoss) predilection be ulcerteds pinless, st tises are mulignancy; associaed  chemotherapyand  Rhabdomyosarcoma.
large i iz facal common it familal radiotherapy may be  Metastatic discase:
dishiguremen; intraoal sites adenomatous polyposis indicateds igh

destruction of
adjacent bone

Gardrer syndrome.
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PEDIATRIC TREATMENT
Aceanp  Cuivicar PepraTRIC AND DIFFERENTIAL
ConpiTion  GEnpER Finpines LOCATION _ SIGNIFIGANCE ___PRoGNosts __ D1aGNosts
Fissured tongue  First and Deep central Dorsal and, Polygenic or Brush tongue;  Erythema
(scrotal tongue)  second. grooves lateral autosomal becomes migrans
decades multiple, short  tongue dominant trait more Macroglossia
No gender furrows; tender, occurs in Down  prominent with crenations
predilection  if irritated; may syndrome, dry withage  Hemihyperplasia
occur with mouths, diabetes; of tongue
erythema detected in 1% Orofacial
migrans of childrens ‘granulomatosis
source of
halitosis
Partial Presentat Shor, thick Ventral tongue  Occursin 206t Infrequently  Complete
ankyloglossia  birth lingual frenum ~ andfloor of 4% of children; frenectomy  ankyloglossia
(tongue-tie)  Male orattachment  mouth rarely causes s indicated;  Bifid tongue
predilection to tip of speech, feeding,  maysel-  Microglossia
tongue; may swallowing or correct
cause sight periodontal
cleftat tip problems;

multiple frenula
associated with
oral-facial-digital
syndrome
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Lingual thyroid

Second decade
Female
predilection

Nodular mass
with pink or
red, smooth
surface;
may cause
dysphagia,
dysphonia, or
dyspnea

Midline base of
tongue;
thyroglossal
duct cyst i
variant that
occurs in
midline neck

Symptoms develop
during puberty
or pregnancys
normal thyroid
absent in 70%;
important cause
of infantile
hypothyroidism

Thyroid
hormone
therapy,
excision or
radioactive
fodine
ablations
crcinomas
arise in <19

Lymphoid
hyperplasia
Hemangioma
Lymphangioma
Epiglottis

Commissural  Second decade  Unilateral or ‘Corners of Occurs in<1%of  None required _Paramedian lip
lip pits Male bilateral mouth children; an pits
predilection  invaginations; association with Angular cheiliis
fluid may be preauricular pits
expressed
Paramedian _ Present at Bilateral and ‘Adjacent to the  Autosomal None required;  Mucocele
lip pits birth symmetric midline of dominant trait surgery, if Soft tissue abscess
(congenital  No gender depressionsor  the lowerlip  associated with cosmetic  Median lip fissure
lip pits) predilection  swellingss fluid  vermilion clet lip and problem  Double lip
may be palate; van der Lip piercing
expressed ‘Woude and
other syndromes
Retrocuspid _ First and Asymptomatic,  Lingual Very common in _ None required; _Irrtation fibroma
papilla second. pink, sessile attached children and normal Giant cell
decades papule or gingiva, regesses with anatomic fibroma.
Female nodules usually  adjacent to age variation  Soft tissue abscess
predilection  bilateral mandibular

canines
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Bifid uvula Present at Midiine groove or  Midline, Minimal expression  None required;  Traumatic defect
birth splitting of posterior of cleft palates genetic
No gender uvula soft palate submucous counseling
predilection palatal cleft may  may be
be present; indicated
associated with
Loeys-Dietz
syndrome
Hyperplastic _ Present at “Thick triangular _ Midline labial _ Bleeds freely when  None required; Traumatic scar

Iabial frenum

birth
No gender
predilection

band of pink
soft tissue; may
be associated
with gingival
recession or
diastema

mucosa and
gingiva; both
masillary
and
mandibular
lip

lacerateds
multiple frenula
associated with
oral-facial-digital
syndrome

frenectomy
reserved for
correction
of large
diastema or
gingival
recession

Frenal tag

Torus palatinus
(palatal
torus)

Second decade
Female
predilection

Bony hard mass
that varies in
size and shapes
asymptomatic,
unless
traumatized;
rarely seen as
radiopacity on
radiographs

Midline hard
palate

Most tori i this
age group are
slightly elevated
with a smooth
surface;
autosomal
dominant
inheritance or
multifactorial
influence

None required;
will
continue to
‘grow during
adulthood

Prominent
‘median palatal
raphe

Palatal exostosis

Median palatal
ast
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Torus, Second decade  Bony hard mass  Bilateral, Less common than  None required; ~ Exostosis
mandibularis  Male that varies in lingual torus palatinuss  will Osteoma
(mandibular  predilection size and shape;  mandible genetic and continue to Condensing
torus) asymptomatic, environmental gow during  osteitis

unless influence adulthood  Idiopathic
traumatized; osteosclerosis
radiopacity
may be
superimposed
over roots of
teeth

Exostosis Second decade Single or multiple  Maxillary and _ Exostoses thatare  None required; _ Osteomyelitis

No gender bony hard mandibular  traumatized will with
predilection  nodules; alveolar mimic continueto proliferative

asymptomatic,  ridgeonthe  odontogenic gowduring  periostitis
unless facial aspect; infection because  adulthood  Osteoma
traumatized; usually of the location; Condensing
radiopacity bilateral; may be tender to osteitis
may be may occur palpation in Idiopathic
superimposed  on the palate  children osteosclerosis

over roots of
teeth
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Inflamnatory Sccond decade. Multiple custered. Hard palatal Caused by continuous Remove and clean Condyloma,
papillry Nogender Papuc and nodules  mucosa wearof platal coverage applance;sline acuminita
hyperplasia predilection ith pink o red applisnce;other fctors  sppliance if nceded;  Maltfocal epithlil

gramlr surface indude mouth antifungal therapy; hyperplasia
coblstone. brcathing and high cxcisional biopsyof  Erythematous
sppearanc; palatal vault; andidal persistent lesions candidisis
nontender infection may be Early nicotine
present stomatits
‘Acute Inflammatory Lesions
Soft tisue dbacess  Fint and second_ Soliary pinkih whie  Gingiva and Tsually cosed by Nanage source of Pyogenic grandoma

(paruls) decades o decp red nodule aveolar mucoss  odontogenic infecton infction; local Oral
No gender nodule with are most or entrapped forcign dcbrdement, Iympheepithelal
predilction surmunding common sites body; peicoronits s antibiotics may be st
erythema; purulent « gingivalabscess indicaed; eeurs if  Sislolhiass
drinage; uctuates associsted with crupting  infection is not Tonsilthiasis
insize tender o molars dliminated Gingival cysts of
painful; may progress newborn
to celuliis
Calaiis Fintand sccond _ Diffuse erytheratows Upper orlower Coused by odontogenic  Manage source of Facal hematoms
decades awellng of sudden e and neck infction, fcial ororal  infection; antibiotic  Plunging ranula
No gender sty st o laceratons,inscct bites,  therapy incision and  Emphysema
predilction board-tke warm and peritonsill abscesses drainage insevere Obstructive
painful tssues; eve, jaw factures, cases. Ludwig angine sialadenits
beadache,airvay sialadeniti,sinusiis and cavernoussins Angioedema
cbtruction and and bacteremia Ohrombosis may be lfe Acute sinusits
leukocytosis may be thicatening Acute lymphadenitis
present
Tngiocdema Fint snd socond  Diffuse swelling of Tips, tongue, scft Acquired form i cawsed _ Allegic forms arc Callulis
decades sudden onset;soft palatcand face, by allergic reaction to treated by Emphysema.
Nogender and nontender; may  and other foods, lants, drug, antihistamines, Traumatic odema
predilction be associated with cutancous sites insect bites,cold, heat, seroids,or Contact allergy

respiratory and
gastrointestinal
probiems

lote, pressure stess,
and infecions; most
herediary forms are
caused by CI-INH
deficiency

epincphring;other
drugeare used or the
bereditary orms; may
belife threstening

Orofacial
sranulomatosis
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Mucocele First and second.
decades
No gender
predilction

Fluid-filled nodule
weith a smooth,
transucent, ed or
bluc surface; sudden
st fluctuates i
sz tender if
traumatized
pericdically drains

Lower labial
‘mucoss, bucesl
mucoss, and
anterior ventral
tongue

Most common lip swelling.
in childen; may be
assocsted vith trauma.
and orthodontic
appliances; are cases
arc congenital

Excisional biopsy with
removal of undertying
minor salivary gands;
may recu with
incomplee removl or
repeated trauma.

Lymphangioma.
Hemangioma.
Hematoma

Soft broma.

Soft tssue sbecess

ey Fint and sccond
decades
No gender
predilction

Fluid-lled swelling
with smooth,
transucent to bluc
surfce of ecent
st luctuates i
size; mildly tender;
periodically drains;
may clevte tongue

Foor of month,
latealto
midlin;
plunging varint
et in diffwse
svellng of the
submandibular
segion and neck

Tstally assocated vith
sublingusl glands rare
cases are congenital and
caused by aplasia of
submandibular
excretory duct

Excstonal biopsy of
sublingual land or
marsupilzation
common it
marsupilization

Tymphangioma
Hemangioma.
Mucoepidermoid
Obstructive
sialadeniti
Dermoid eyst

Tumor and Tumorlike Lesions

Trvation fbroma it and second
decades
No gender
predilction

Poluneuled orseele
nodule with pink
emooth surface frm
and nontender;
limited goveth
potential

Tuceal and bl
mucos, tongue,
and atached

singiva

Common reactve
hyperplastic lesion
caused by chronic
trauma and mimics 3

Comservatve cxctoml
biopsy; may recur if

Tibvoring mucocdle

Peripheral csifying
fibroma

Giant el broma.

Benign submucosal
ncoplasm

Peipheral owiying _ Second decade,

Podunculated or seele
nodule with pink
to red surfuc
frequently ulcerateds
frm and nontender
may resorb aveolar
bong limited groveth
potential

Emanates from
interdental
papillaof
atached gingiva;
segion

Reactive byperplstc
lesion that contsins
mineralzed product
from cll of periosteum
or peridontal ligament;
may displce teeth

Excisional biopsy dovn
to perosteum and
remane local
imitation; 160

Tritaton fbroma,

Peripheral gant cll
sranuloma.

Giant el broma.

Pyogenic granuloma

Peripheral
odontogenic
fibroma

fibroma Female predilction
Peripheral gant Second decade
all gunuoma Female predilction

Podunculated or eele
nodule with red or
purple-blue surfac
may be deerated;
frm and nontender
may resorb aveolar
bong limited groveth
potential

“Attached gingiva or
atveolr mucoss

Reactive byperplstc
lesion that is caused by
ieritation; may displace
tecth

Excisional biopsy dovn
to perosteum and
remane local
imitation; 100

Fyogenic grandoma
Iitation broma
Peripheral csifying
fibroma
Hemangioma
Forcgn body
sranuloma.

P





OEBPS/images/x25A1.gif





OEBPS/images/B978032308546500002X_f002-002fk-9780323085465.jpg





OEBPS/images/B978032308546500002X_f002-005op-9780323085465.jpg





OEBPS/images/B978032308546500002X_f002-003ag-9780323085465.jpg





OEBPS/images/B978032308546500002X_f002-008ai-9780323085465.jpg





OEBPS/images/B978032308546500002X_t0015a.png
Linca alba. Any age Smooth o shaggy white  Bilateral buccal Associated with biting. None required; may  Cinnamon contact
following  lne; may bescalloped; mucosa,along, irritation or sucking habit;  spontancously stomatiis
the eruption  asymptomatic occusl plane may be associaed with regress Scar formation.
of tecth leukoedema Checlebiting keratosis
No gender
predilection
ey tongue Sccond decade Cream to brown Dorsl ongue Contributes o halitoss Himinate cuee Conted tonguc
No gender discoloration; diffuse assocsted with cigaretc brush tongue Frictional kerstosis
predilection  clongation of iliorm. smoking, poor oral bygiene, Hyperplasti candidiass
papillac antibiotis,dry mouth,
everuse of mouth inses
costed tongue is more
common in children
White sponge neves _Fint decade, _ Difie, symmetrc, Bilteral buceal Rutosomal dominant sin  None required, Teukosdema,
maybe corrugated or vebvety mucosa i most disorder; defect in keratin 4 condition stablizes  Hereditry benign
presmtat vhite phques adherent;  common; ko and keratin 13; exteacrsl in young adulthood  intracpithelial
birth asymptomatic; persistent  found on labial sites may be involved: dpkeratosis
No gender mucosa,ventral reaches full exprssion Frictional kerstosis
predilection tongue, floor of during adolecence Hyperplasti candidiass
mouth and soft Syndrome.related
palate leukoplakia
‘White Surface Material Lesions
Pocudomenbranow _ Any age, Widespread, whit spots o Any mucosal site but__ Caused by Candida albicans _ Antifungal Plaguc
candidinsis especially  plaques that wipe off common on buccal  and other specis; medication and  Chemical burn
(hrush) infancy leaving red base; mild mucosa, tongue contributing factors are proper onl Conted tonguc
Mo gender burning and palate antibiotis, teroids, hygiene; may recur  Mucosal sloughing
predilection immune suppression if causc s not Superfical lip and
infunts may have diaper clminated check biting

rashs pocifiers, orthodontic
appliances, and toothbrushes
may hasbor fungs

Koplik spots of rubecla

P
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