
 

 

 

 

 

 

 

Relationship of testosterone hormone with tooth 

loss in men 

  
 

 A Study  

Submitted to the council of the college of Dentistry, 

University of Tikrit in partial fulfillment of the 

requirements for the degree of bachelor in dental 

sciences  

 

 

By 

 

Hussein H. F. 

Muhammed T. M. 

Ali A. D. 

 

 

 

Supervised by 

Dr.Mahdi Salih Hamad , 

 

 

 

2020 A.D                                                            1441 A.H



 

 

Abstract 
Testosterone is a sex hormone for man it is playing a key role 

in the development of the male reproductive tissues such as 

testes and prostate, as well as promoting secondary sexual 

characteristics such as increased muscle and bone mass , and 

the growth of body hair. The decreasing of levels of testos-

terone in men may lead to abnormalities including frailty and 

bone loss. 
Since alveolar bone loss is a prominent feature of periodontal 

disease, disturbances of bone metabolism (due to hormonal 

changes) and a decrease of skeletal bone mineral density, es-

pecially in the jaws, are suspected to be aggravating factors 

of periodontal disease . This alveolar bone loss associated 

with chronic periodontitis leads to tooth loss. Testosterone 

plays an important role in the regulation of bone turnover and 

bone mass in men by promoting bone formation . A de-

creased testosterone level leads to an increase of alveolar 

bone loss and an altered trabecular pattern (in the presence of 

periodontitis) , as well as a decrease in the bone mineral den-

sity of skeletal tissue, including the maxilla and 
mandible . Therefore, it has been hypothesized that a de-

crease in the level of testosterone with an associated reduc-

tion of bone mineral density in the presence of periodontitis 

can lead to tooth loss 

 
Testosterone 
Testosterone is the primary male sex hormone and anabolic 

steroid. In male humans, testosterone plays a key role in the 

development of male reproductive tissues such as testes and 

prostate, as well as promoting secondary sexual characteris-

tics such as increased muscle and bone mass, and the growth 

of body hair. In addition, testosterone is involved in health 

and well-being, and the prevention of osteoporosis. Insuffi-

cient levels of testosterone in men may lead to abnormalities 

including frailty and bone loss. 
Testosterone is a steroid from the androstane class containing 

a keto and hydroxyl groups at positions three and seventeen 

respectively. It is biosynthesized in several steps from cho-

lesterol and is converted in the liver to inactive metabolites. 

It exerts its action through binding to and activation of the 

androgen receptor. In humans and most other vertebrates, tes-

tosterone is secreted primarily by the testicles of males and, 

to a lesser extent, the ovaries of females. On average, in adult 

males, levels of testosterone are about seven to eight times as 

great as in adult females. As the metabolism of testosterone 

in males is more pronounced, the daily production is about 

20 times greater in men. Females are also more sensitive to 

the hormone. 
In addition to its role as a natural hormone, testosterone is 

used as a medication in the treatment of low testosterone lev-

els in men, transgender hormone therapy for transgender 

men, and breast cancer in women. Since testosterone levels 

decrease as men age, testosterone is sometimes used in older 

men to counteract this deficiency. It is also used illicitly to 

enhance physique and performance, for instance in athletes.(1-

3) 

 
Biological effects 
Androgens such as testosterone promote protein synthesis 

and thus growth of tissues with androgen receptors. Testos-

terone can be described as having virilising and anabolic ef-

fects (though these categorical descriptions are somewhat 

arbitrary, as there is a great deal of mutual overlap between 

them). 4 

• Anabolic effects include growth of muscle mass and 

strength, increased bone density and strength, and stimulation 

of linear growth and bone maturation. 

• Androgenic effects include maturation of the sex organs, 

particularly the penis and the formation of the scrotum in the 

fetus, and after birth (usually at puberty) a deepening of the 

voice, growth of facial hair (such as the beard) and axillary 

(underarm) hair. Many of these fall into the category of male 

secondary sex characteristics. 
Testosterone effects can also be classified by the age of usual 

occurrence. For postnatal effects in both males and females, 

these are mostly dependent on the levels and duration of cir-

culating free testosterone.4 and 5 

 
Before birth 
Effects before birth are divided into two categories, classified 

in relation to the stages of development.The first period oc-

curs between 4 and 6 weeks of the gestation. Examples in-

clude genital virilisation such as midline fusion, phallic ure-

thra, scrotal thinning and rugation, and phallic enlargement; 

although the role of testosterone is far smaller than that of 

dihydrotestosterone. There is also development of the pros-

tate gland and seminal vesicles. 
During the second trimester, androgen level is associated 

with sex formation. Specifically, testosterone, along with 

anti-Müllerian hormone (AMH) promote growth of the 

Wolffian duct and degeneration of the Müllerian duct respec-

tively. This period affects the femininization or masculiniza-

tion of the fetus and can be a better predictor of feminine or 

masculine behaviours such as sex typed behaviour than an 

adult's own levels. Prenatal androgens apparently influence 

interests and engagement in gendered activities and have 

moderate effects on spatial abilities. Among women with 

CAH, a male-typical play in childhood correlated with re-

duced satisfaction with the female gender and reduced heter-

osexual interest in adulthood.5-7 

 

 
Early infancy7 
Early infancy androgen effects are the least understood. In 

the first weeks of life for male infants, testosterone levels rise. 

The levels remain in a pubertal range for a few months, but 

usually reach the barely detectable levels of childhood by 4–

7 months of age. The function of this rise in humans is un-

known. It has been theorized that brain masculinization is oc-

curring since no significant changes have been identified in 

other parts of the body. The male brain is masculinized by the 

aromatization of testosterone into estrogen, which crosses the 

bloodâ€“brain barrier and enters the male brain, whereas fe-

male fetuses have α-fetoprotein, which binds the estrogen so 

that female brains are not affected7 

 

 
Before puberty 
Before puberty effects of rising androgen levels occur in both 

boys and girls. These include adult-type body odor, increased 

oiliness of skin and hair, acne, pubarche (appearance of pubic 

hair), axillary hair (armpit hair), growth spurt, accelerated 

bone maturation, and facial hair. 
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Pubertal 
Pubertal effects begin to occur when androgen has been 

higher than normal adult female levels for months or years. 

In males, these are usual late pubertal effects, and occur in 

women after prolonged periods of heightened levels of free 

testosterone in the blood. 
The effects include:Growth of spermatogenic tissue in testi-

cles, male fertility, penis or clitoris enlargement, increased 

libido and frequency of erection or clitoral engorgement oc-

curs. Growth of jaw, brow, chin, and nose and remodeling of 

facial bone contours, in conjunction with human growth hor-

mone occurs. Completion of bone maturation and termina-

tion of growth. This occurs indirectly via estradiol metabo-

lites and hence more gradually in men than women. Increased 

muscle strength and mass, shoulders become broader and rib 

cage expands, deepening of voice, growth of the Adam's ap-

ple. Enlargement of sebaceous glands. This might cause acne, 

subcutaneous fat in face decreases. Pubic hair extends to 

thighs and up toward umbilicus, development of facial hair 

(sideburns, beard, moustache) , loss of scalp hair (androge-

netic alopecia), increase in chest hair, periareolar hair, peria-

nal hair , leg hair, armpit hair. 

 

 
Adult 
Testosterone is necessary for normal sperm development. It 

activates genes in Sertoli cells, which promote differentiation 

of spermatogonia. It regulates acute HPA (hypothalam-

icâ€“pituitaryâ€“adrenal axis) response under dominance 

challenge. Androgen including testosterone enhances muscle 

growth. Testosterone also regulates the population of throm-

boxane A2 receptors on megakaryocytes and platelets and 

hence platelet aggregation in humans. 
Adult testosterone effects are more clearly demonstrable in 

males than in females, but are likely important to both sexes. 

Some of these effects may decline as testosterone levels 

might decrease in the later decades of adult life. 5-7 

 

 
Sexual arousa 
Testosterone levels follow a nyctohemeral rhythm that peaks 

early each day, regardless of sexual activity. There are posi-

tive correlations between positive orgasm experience in 

women and testosterone levels where relaxation was a key 

perception of the experience. There is no correlation between 

testosterone and men's perceptions of their orgasm experi-

ence, and also no correlation between higher testosterone lev-

els and greater sexual assertiveness in either sex. 
Sexual arousal and masturbation in women produce small in-

creases in testosterone concentrations. The plasma levels of 

various steroids significantly increase after masturbation in 

men and the testosterone levels correlate to those levels.8-9 

 
Steroid hormone activity 

 
Biological activity 
The effects of testosterone in humans occur by activation of 

the androgen receptor (directly or as DHT), and by conver-

sion to estradiol and activation of certain estrogen receptors. 

Androgens such as testosterone have also been found to bind 

to and activate membrane androgen receptors. 
Free testosterone (T) is transported into the cytoplasm of tar-

get tissue cells, where it can bind to the androgen receptor, or 

can be reduced to 5α-dihydrotestosterone (DHT) by the cyto-

plasmic enzyme 5α-reductase. DHT binds to the same andro-

gen receptor even more strongly than testosterone, so that its 

androgenic potency is about 5 times that of T The T-receptor 

or DHT-receptor complex undergoes a structural change that 

allows it to move into the cell nucleus and bind directly to 

specific nucleotide sequences of the chromosomal DNA. The 

areas of binding are called hormone response elements 

(HREs), and influence transcriptional activity of certain 

genes, producing the androgen effects. 
Androgen receptors occur in many different vertebrate body 

system tissues, and both males and females respond similarly 

to similar levels. Greatly differing amounts of testosterone 

prenatally, at puberty, and throughout life account for a share 

of biological differences between males and females. 
The bones and the brain are two important tissues in humans 

where the primary effect of testosterone is by way of aroma-

tization to estradiol. In the bones, estradiol accelerates ossifi-

cation of cartilage into bone, leading to closure of the epiph-

yses and conclusion of growth. In the central nervous system, 

testosterone is aromatized to estradiol. Estradiol rather than 

testosterone serves as the most important feedback signal to 

the hypothalamus (especially affecting LH secretion). In 

many mammals, prenatal or perinatal 'masculinization' of the 

sexually dimorphic areas of the brain by estradiol derived 

from testosterone programs later male sexual behavior.10,11 

 
Biosynthesis 
steroid hormone such as testosterone is derived from choles-

terol . The first step in the biosynthesis involves the oxidative 

cleavage of the side-chain of cholesterol by cholesterol side-

chain cleavage enzyme (P450scc, CYP11A1) , a mitochon-

drial cytochrome P450 oxidase with the loss of six carbon 

atoms to give pregnenolone. In the next step, two additional 

carbon atoms are removed by the CYP17A1 (17α-hydrox-

ylase/17,20-lyase) enzyme in the endoplasmic reticulum to 

yield a variety of C19 steroids. In addition, the 3β-hydroxyl 

group is oxidized by 3β-hydroxysteroid dehydrogenase to 

produce androstenedione. In the final and rate limiting step, 

the C17 keto group androstenedione is reduced by 17β-hy-

droxysteroid dehydrogenase to yield testosterone. 
The largest amounts of testosterone (>95%) are produced by 

the testes in men,[4] while the adrenal glands account for 

most of the remainder. Testosterone is also synthesized in far 

smaller total quantities in women by the adrenal glands, the-

cal cells of the ovaries, and, during pregnancy, by the pla-

centa. In the testes, testosterone is produced by the Leydig 

cells. The male generative glands also contain Sertoli cells, 

which require testosterone for spermatogenesis. Like most 

hormones, testosterone is supplied to target tissues in the 

blood where much of it is transported bound to a specific 

plasma protein, sex hormone-binding globulin (SHBG). 
Regulation 

 
Hypothalamic–pituitary–testicular axis 
In males, testosterone is synthesized primarily in Leydig 

cells. The number of Leydig cells in turn is regulated by lu-

teinizing hormone (LH) and follicle-stimulating hormone 
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(FSH). In addition, the amount of testosterone produced by 

existing Leydig cells is under the control of LH, which regu-

lates the expression of 17β-hydroxysteroid dehydrogenase. 
The amount of testosterone synthesized is regulated by the 

hypothalamicâ€“pituitaryâ€“testicular axis (see figure to the 

right).] When testosterone levels are low, gonadotropin-re-

leasing hormone (GnRH) is released by the hypothalamus, 

which in turn stimulates the pituitary gland to release FSH 

and LH. These latter two hormones stimulate the testis to syn-

thesize testosterone. Finally, increasing levels of testosterone 

through a negative feedback loop act on the hypothalamus 

and pituitary to inhibit the release of GnRH and FSH/LH, re-

spectively. 
Factors affecting testosterone levels may include: 

• Age: Testosterone levels gradually reduce as men age. This 

effect is sometimes referred to as andropause or late-onset 

hypogonadism.12 

• Exercise: Resistance training increases testosterone levels, 

however, in older men, that increase can be avoided by pro-

tein ingestion. Endurance training in men may lead to lower 

testosterone levels.13-17 

• Nutrients: Vitamin A deficiency may lead to sub-optimal 

plasma testosterone levels. The secosteroid vitamin D in lev-

els of 400–1000 IU/d (10–25 µg/d) raises testosterone lev-

els.18 

• Zinc deficiency lowers testosterone levels[ but over-supple-

mentation has no effect on serum testosterone. 

• Weight loss: Reduction in weight may result in an increase 

in testosterone levels. Fat cells synthesize the enzyme aroma-

tase, which converts testosterone, the male sex hormone, into 

estradiol, the female sex hormone. However no clear associ-

ation between body mass index and testosterone levels has 

been found.19 

• Miscellaneous: Sleep: (REM sleep) increases nocturnal tes-

tosterone levels. Behavior: Dominance challenges can, in 

some cases, stimulate increased testosterone release in men. 

Drugs: Natural or man-made antiandrogens including spear-

mint tea reduce testosterone levels. Licorice can decrease the 

production of testosterone and this effect is greater in fe-

males. 

• 

 

 
Metabolism 
Both testosterone and 5α-DHT are metabolized mainly in the 

liver. Approximately 50% of testosterone is metabolized via 

conjugation into testosterone glucuronide and to a lesser ex-

tent testosterone sulfate by glucuronosyltransferases and sul-

fotransferases, respectively. An additional 40% of testos-

terone is metabolized in equal proportions into the 17-ke-

tosteroids androsterone and etiocholanolone via the com-

bined actions of 5α- and 5β-reductases, 3α-hydroxysteroid 

dehydrogenase, and 17β-HSD, in that order. Androsterone 

and etiocholanolone are then glucuronidated and to a lesser 

extent sulfated similarly to testosterone. The conjugates of 

testosterone and its hepatic metabolites are released from the 

liver into circulation and excreted in the urine and bile. Only 

a small fraction (2%) of testosterone is excreted unchanged 

in the urine. 
In the hepatic 17-ketosteroid pathway of testosterone metab-

olism, testosterone is converted in the liver by 5α-reductase 

and 5β-reductase into 5α-DHT and the inactive 5β-DHT, re-

spectively. Then, 5α-DHT and 5β-DHT are converted by 3α-

HSD into 3α-androstanediol and 3α-etiocholanediol, respec-

tively.. Subsequently, 3α-androstanediol and 3α-etiocholane-

diol are converted by 17β-HSD into androsterone and eti-

ocholanolone, which is followed by their conjugation and ex-

cretion.[2][158] 3β-Androstanediol and 3β-etiocholanediol 

can also be formed in this pathway when 5α-DHT and 5β-

DHT are acted upon by 3β-HSD instead of 3α-HSD, respec-

tively, and they can then be transformed into epiandrosterone 

and epietiocholanolone, respectively.. A small portion of ap-

proximately 3% of testosterone is reversibly converted in the 

liver into androstenedione by 17β-HSD. 
In addition to conjugation and the 17-ketosteroid pathway, 

testosterone can also be hydroxylated and oxidized in the 

liver by cytochrome P450 enzymes, including CYP3A4, 

CYP3A5, CYP2C9, CYP2C19, and CYP2D6.[162] 6β-Hy-

droxylation and to a lesser extent 16β-hydroxylation are the 

major transformations. The 6β-hydroxylation of testosterone 

is catalyzed mainly by CYP3A4 and to a lesser extent 

CYP3A5 and is responsible for 75 to 80% of cytochrome 

P450-mediated testosterone metabolism. In addition to 6β- 

and 16β-hydroxytestosterone, 1β-, 2α/β-, 11β-, and 15β-hy-

droxytestosterone are also formed as minor metabolites. Cer-

tain cytochrome P450 enzymes such as CYP2C9 and 

CYP2C19 can also oxidize testosterone at the C17 position 

to form androstenedione. 
Two of the immediate metabolites of testosterone, 5α-DHT 

and estradiol, are biologically important and can be formed 

both in the liver and in extrahepatic tissues. Approximately 5 

to 7% of testosterone is converted by 5α-reductase into 5α-

DHT, with circulating levels of 5α-DHT about 10% of those 

of testosterone, and approximately 0.3% of testosterone is 

converted into estradiol by aromatase. 5α-Reductase is highly 

expressed in the male reproductive organs (including the 

prostate gland, seminal vesicles, and epididymides),[ skin, 

hair follicles, and brain and aromatase is highly expressed in 

adipose tissue, bone, and the brain. As much as 90% of tes-

tosterone is converted into 5α-DHT in so-called androgenic 

tissues with high 5α-reductase expression, and due to the sev-

eral-fold greater potency of 5α-DHT as an AR agonist rela-

tive to testosterone,[ it has been estimated that the effects of 

testosterone are potentiated 2- to 3-fold in such tissues.[ 

  

 
Association of testosterone and bone mineral density with 

tooth loss 
Since alveolar bone loss is a prominent feature of periodontal 

disease, disturbances of bone metabolism (due to hormonal 

changes) and a decrease of skeletal bone mineral density, es-

pecially in the jaws, are suspected to be aggravating factors 

of periodontal disease . This alveolar bone loss associated 

with chronic periodontitis leads to tooth loss. Testosterone 

plays an important role in the regulation of bone turnover and 

bone mass in men by promoting bone formation . A de-

creased testosterone level leads to an increase of alveolar 

bone loss and an altered trabecular pattern (in the presence of 

periodontitis) , as well as a decrease in the bone mineral den-

sity of skeletal tissue, including the maxilla and mandible . 

Therefore, it has been hypothesized that a decrease in the 

level of testosterone with an associated reduction of bone 

mineral density in the presence of periodontitis can lead to 
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tooth loss. However, this relationship is difficult to establish, 

as the results may easily be confounded by other factors such 

as gender, hormone intake, smoking, race and age . A few 

studies have documented the relationship of tooth loss with 

bone mineral density and testosterone , but the results have 

differed due to insufficiency of sample size, non-comparabil-

ity of the selected subjects, and differences in the methods 

used for measuring bone mineral density. Accordingly, this 

relationship has remained unclear. The present study was 

planned to compare the mean testosterone level and bone 

mineral density in male subjects with and without tooth loss 

in the presence of moderate periodontitis. An attempt was 

also made to find a testosterone level cut-off point and the 

mean BMD that would allow prediction of tooth loss with 

satisfactory efficiency.20-27 

 

 
Tooth Loss 
Definition: 
Tooth loss is a process in which one or more teeth come loose 

and fall out. Tooth loss is normal for deciduous teeth (baby 

teeth), when they are replaced by a person's adult teeth. Oth-

erwise, losing teeth is undesirable and is the result of injury 

or disease, such as dental avulsion, tooth decay, and gum dis-

ease.28-31 

 
Cause and risk factors: 
Four common causes of tooth loss 
  • Gum disease. Gum disease, also known as periodontal dis-

ease, is the number one cause of tooth loss among adults—

accounting for 70 percent of missing teeth. ... 
  • Cavities. Cavities are holes in teeth caused by a bacterial 

infection that turns into tooth decay. ... 
  • Physical injury or trauma. ... 
Children: Toddlers and children run the risk of two types of 

traumatic tooth loss: premature loss of baby teeth and loss of 

permanent teeth due to injury or neglect. Dental caries are a 

major cause of tooth loss in children and teens. 
Adults: Gum disease (gingivitis or periodontitis) and dental 

caries are the leading causes of tooth loss among adults. Per-

iodontal disease is a chronic bacterial infection affecting the 

gums and bone supporting the teeth. As the disease destroys 

gum tissue and bone, teeth loosen and may require extraction. 

Smoking, heart disease and diabetes also are associated with 

tooth loss. 
Elderly: Plaque accumulation and hardening, gum recession, 

older fillings and dry mouth put the elderly at greater risk for 

losing their natural teeth. 
The incidence of edentulism among certain populations re-

flects differences in healthy behaviors and attitudes toward 

oral health and dental care, as well as access to and use of 

dental services and treatments. 
Research indicates that tooth loss caused by gum disease is 

commonly associated with risk indicators that include age, 

gender (more common with males), smoking, inadequate per-

sonal oral hygiene and professional dental care, diabetes 

mellitus, hypertension, and rheumatoid arthritis. 
Race/ethnicity and socioeconomics also play a role in tooth 

loss. For example, studies suggest that non-Hispanic black 

adults keep fewer teeth than non-Hispanic white and Mexi-

can-American adults. Also, a higher percentage of people at 

every age living below the poverty level is edentulous com-

pared to those living above the poverty level28-31. 
Other causes of tooth loss include the following: 

 
  • Not brushing and flossing daily can cause the development 

and progression of tooth decay and gum disease. 
  • Poor diet: Foods and beverages high in sugar, carbohy-

drates and acid may cause irreversible tooth and gum dam-

age. 
  • Bad habits: Smoking, chewing tobacco and/or drug use 

can damage teeth. 
  • Lack of education: A lack of education about the causes 

and consequences of tooth loss prevents people from taking 

the proper preventative lifestyle and oral health care 

measures, or from getting periodic dental maintenance or 

necessary restorative treatment. 
  • Fear and embarrassment: Many people suffer from dental 

phobia, or anxiety/fear of going to the dentist, and do not seek 

dental treatment, even if they know they have a problem or 

are in pain. Others are embarrassed or ashamed to seek dental 

treatment because they feel they will be blamed or judged 

negatively for the condition of their teeth. Ignoring tooth de-

cay or other serious dental problems can prolong and aggra-

vate the condition. 
  • Finances: Some people have to postpone or forgo dental  

visits and treatments, including regular check-ups and clean-

ings, due to high dental care costs and/or lack of insurance 

coverage. Unfortunately, prolonging or eliminating dental 

care increases the chances of developing serious problems 

and, subsequently, greater expense for repairs. 
  • Trauma: Babies and young children are most susceptible 

to losing teeth prematurely due to trauma, because their tooth 

roots and gums are still developing. If parents do not take the 

proper — and often immediate — steps to deal with dental 

trauma, their children’s oral health can be permanently af-

fected. Adults, particularly those who participate in sports or 

suffer accidents affecting the face, also are at risk for tooth 

loss. 
  • Systemic conditions: Systemic conditions such as heart 

disease, respiratory disease, diabetes, HIV infection, malnu-

trition and immunosuppression are all associated with forms 

of periodontitis that often result in tooth loss. 

 
prevention and treatment: 

 
There are many ways in which a person may protect his or 

her permanent teeth from loss. 
The main method of preventing tooth loss is prevention of 

oral diseases. Tooth loss can be due to tooth decay and gum 

disease. Tooth decay is caused by increased plaque retention. 

Bacteria can then invade the plaque and cause dental caries 

(cavities). If cavities persist untreated for an extended period 

of time, tooth breakdown occurs.[3] Plaque retention and 

bacterial presence also affect the gums and bone and their 

ability to hold the teeth in place. Disease of the gums, known 

as periodontitis, leads to detachment of the supporting struc-

tures from the teeth and their eventual loss. Tooth loss due to 

tooth decay and gum disease may be prevented by practicing 

good oral hygiene, and regular check-ups at a dentist's office. 

Good oral hygiene consists of brushing two times a day with 

a fluoridated toothpaste and flossing. Dental check-ups 

should occur every six months. Children or adults who are 



 

 

incapable of caring for their own teeth should be assisted with 

oral hygiene in order to prevent tooth loss.28-31 

 

 
Treatment of toot loss: 
  1) Dental Implant. 
  2) All-on-Four Implant Supported Dentures. 
  3) Implant-Supported Fixed Bridge. 
  4) Tooth-Supported Fixed Bridge. 
  5) Removable Partial Denture. 
  6) Removable Complete Dentures. 
  7) Resin-Bonded Bridge. 
  8) Flipper – a Temporary Replacement 

 

 
The Consequences of Tooth Loss 
When a tooth has been knocked out from its rightful place, 

the remaining teeth shift towards the direction of the space 

where the tooth used to be. 
This shift leads to changes in the bone that provides support 

for your facial structures. As a result, your face would appear 

much older than your actual age. 
As a consequence of the drastic negative effects on your ap-

pearance, tooth loss can then result to emotional, psycholog-

ical, and social problems. 
It can actually damage your self-esteem and self-worth. For 

certain, this will curtail your capacity to connect and mingle 

with other people. 
You see, having missing teeth does not only take away the 

beauty of your smile. It can also keep you from having a great 

time talking and laughing with your peers.28-31 

 

 
Relationship between testosterone and loss of tooth: 
There is a debate over the association between low testos-

terone levels in body fluids and the occurrence of chronic per-

iodontitis (CP). The aim of the present systematic review was 

to assess whether low testosterone levels in body fluids re-

flect CP. In order to identify studies relevant to the focus 

question: “Is there a relationship between low testosterone 

levels in body fluids and CP?” an electronic search without 

time or language restrictions was conducted up to June 2016 

in indexed databases using different keywords: periodontitis, 

chronic periodontitis, periodontal diseases, testosterone, and 

gonadal steroid hormones. A total of eight studies were in-

cluded in the present systematic review. The number of study 

participants ranged from 24 to 1,838 male individuals with 

ages ranging from 15 to 95 years. Seven studies measured 

testosterone levels in serum, two studies in saliva, and one 

study in gingiva. Four studies reported a negative association 

between serum testosterone levels and CP. Two studies re-

ported a positive association between decreased testosterone 

levels in serum and CP. Increased levels of salivary testos-

terone among patients with CP were reported in one study; 

whereas one study reported no significant difference in the 

concentration of salivary testosterone between patients with 

and without CP. One study identified significant increase in 

the metabolism of testosterone in the gingiva of patients with 

CP. Within the limits of the evidence available, the relation-

ship between low testosterone levels and CP remains 

debatable and further longitudinal studies and control trials 

are needed.28-31 
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