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How To Approach The 
Patient ?



Onset And Progression =  
       >When did she notice increased hair growth 
       >Is the onset sudden or gradual?
       (PCOS typically have a peripubertal /Androgen secreting tumors 
        usually occur late in life)
       Rapid or slow progression ( very rapid in androgen secreting tumors)

Distribution And Pattern
      > Which areas are affected? (face, chest, abdomen, back, thighs)
      >Any associated acne, oily skin, or scalp hair loss? (androgenic features)

History



Menstrual Hx = 
       >Are your menstrual cycles regular?
       >Any history of infertility?
       >Menarche (first period)?

Symptoms Suggesting Virilization (sign of high androgen levels)
       > Deepening of voice?
       > Increase in muscle mass
       >Breast size reduction?
       > Clitoral enlargement?

History



Associated Symptoms =
       >Recent weight gain or central obesity?
       >Striae (stretch marks), easy bruising (Cushing’s)?
       > Fatigue, mood changes?

Drugs Hx = (steroids, danazol, phenytoin, DHEA)
Family Hx = Several conditions that cause hirsutism,
including congenital adrenal hyperplasia and polycystic
ovary syndrome, run in families.

History



اللهم أبدل جوع أهلنا شبعاً و

خوفهم أمناً و ضعفهم قوة



General Inspection
       >Hair distribution → Use Ferriman–Gallwey score to quantify 
       severity (scores hair growth in 9 androgen-sensitive areas).
       >Type of hair → Coarse, pigmented terminal hair vs fine vellus
       hair.
      >Signs of virilization → Deep voice, increased muscle mass,  
      male pattern baldness, breast atrophy, clitoromegaly.
      >Skin changes → Acne, seborrhea, oily skin.
      >Body habitus → Central obesity (PCOS, Cushing’s).
      >Acanthosis nigricans → Marker of insulin resistance 
       (common in PCOS).

Physical Examination 



BMI & Waist to hip ratio = ( Obesity pattern helps identify
PCOS or Cushing’s.) 
Breast examination → Atrophy suggests virilization;
galactorrhea suggests hyperprolactinemia.
 Pelvic examination (if indicated) → Look for
clitoromegaly (tumor suspicion) or signs of androgen
excess.

      

Physical Examination 



Scoring the Hirsutism
       Ferriman–Gallwey Score:
      Is the presence of terminal hair in a female body in a male-type 
      pattern, includes hair on 9 body areas: 
      (upper lip, chin, chest, upper and lower abdomen, upper and     
      lower back, upper arm and  thigh.)
     • Score each from 0 (no hair) to 4 (extensive hair).
     • ≥8 usually considered diagnostic of hirsutism.







Mainly based on your judgement regarding to history
and examination. So, it is diagnosed clinically.

Investigation 

Free testosterone ( more than 150ng/dL) = suggest ovarian
tumor        Next step : pelvic ultrasound 
Dehydroepiandrosteron sulfate (DHEAS) = elevated
suggest adrenal cause          Next step : CT / MRI
Not elevated suggest PCOS        Next step : LH:FSH 
17-hydroxyprogesterone = Screen for congenital
adrenal hyperplasia (CAH)



High testosterone + normal DHEAS → ovarian
tumor/PCOS
High DHEAS + normal testosterone → adrenal
tumor/CAH
Both very high → consider ovarian/adrenal
tumor
Mildly elevated both → PCOS
All 3 test are normal → idiopathic hirsutism 

Note



Management 



Remove the
source of excess

androgen 

Systemic
therapy

Topical
therapy 

Cosmetic
therapy 



Treat the cause 
Systemic therapy = Oral contraceptive 

                                        Spironolactone 
                                        Flutamide
                                        Finasteride 

Topical therapy = Eflornithine ( Vaniqa ) 
Cosmotic therapy = Bleaching , shaving, waxing,
laser

Management 

































Other
disorders



TURNER SYNDROME.
Androgen Insensitivity syndrome(AIS).
Swyer syndrome.



TURNER’S SYNDROME

A genetic condition that occurs in females who have a
missing or abnormal X chromosome (sex
chromosome).
phenotype is female.
genotype is:

 -Classical monosomy (45XO).
 -Mosaicism (45XO/46XX).
 -Abonrmal x chromosome.



Complete or partial absence of x-chromosome.
MC chromosomal abnormality in female.
Mainly diagnose clinically.
Ovarian tissue in affected individuals, referred to as
‘streak gonads’, primarily consists of connective tissue
with either no follicles or only a few atretic follicles.



-Clinical features:
short stature.
webbing of the neck.
wide carrying angle.
Widely spaced nipples (shield chest).

-Associated medical conditions:
coarctation of the aorta.
inflammatory bowel disease, sensorineural and conduction
deafness.
renal anomalies.
endocrine dysfunction, such as autoimmune thyroid

      disease.





-Presentation:
Present with delayed puberty (primary amenorrhea
and absent of secondary sexual characteristics ).
-Diagnosis:
1.karyotyping test (confirmatory test).
2.clinically.
3.US.
4.labs:(High FSH and LH levels.)
-Management:
1. Growth hormon therapy (in childhood).
2. HRT (in adolescence).
3.fertility treatment.
4. Managing Associated Health Issues.



X-linked recessive inheritance.
The phenotype is female.
The genotype is (46XY).

Androgen Insensitivity syndrome(AIS)





1. SRY gene is present so testes form normally (testes)
2. testes secrete AMH, leading to the regression of
the Müllerian ducts (no uterus).
3. Testes secrete Testosterone but androgen receptor don’t
respond (androgen receptor gene mutation), so the external genitalia do
not virilize and instead undergo female development (female external
genitalia)
In cases of partial androgen insensitivity, the androgen
receptor can respond to some extent with limited virilization.
The child is usually diagnosed at birth with
ambigous genitalia.



Presentation:
1. primary amenorrhea at puberty.
2. if the testes are in the inguinal canal they can cause a hernia
in a younger girl.
3. Dyspareunia
4. Infertility.
Management:
1. counseling and Psychological support .
2.Surgical intervention.
3. HRT.



complete Gonadal dysgenesis.
-Phenotype is female.
-Genotypes is 46XY.

1. SRY gene is mutated ( no testes).
2. No testosterone (normal female genitalia ).
3.No anti- Mü llerian hormone ( fallopian tube, uterus
and vagina present ).
4.streak gonads that does not produce any hormones (no
secondary sexual characteristics).

Swyer syndrome





-Presentation:
Present with delayed puberty (primary amenorrhea
and absent of secondary sexual characteristics ).

-Management:
1. Remove streak gonads (risk of germ cell
tumor gonadoblastoma).
2.Puberty must be induced with oestrogen and
pregnancies have been reported with a donor
oocyte.



THANK YOU


