	
	

	
	

	Oral contraceptive pills
What is the function of the following compounds in OCPs?

1.       ethinyl estradiol           

2.       norethindrone acetate

3.       ethynodial diacetate

4.       desogestrel

5.       norgestimate

6.       drospirenone
	Oral contraceptive pills

1. Where are pill steroids absorbed? and metabolized?
2. Name 4 drugs affecting mixed function oxidases

3. Can you still take OCPs on these drugs?

4. How does body weight affect the effectiveness of OCPs?

5. What are the general effects of OCPs?
6. What is Nuva Ring?

7. What is the benefit of transdermal/transvaginal administration of contraceptive? (ie. EVRA contraceptive patch, Nuva ring)

8. How often is Lunelle given, ROA, how long does return to ovulation take?

	Oral contraceptive pills

1. What are the side effects
2. Is breast cancer a risk of OCP use? 

3. Is colon cancer a risk of OCP use?

4. Is ovarian cancer a risk of OCP use?

5. Is endometrial cancer a risk of OCP use?

6. Are DVTs and PEs risks of OCP use?
7. Is MI a risk of OCP use?
	Emergency contraception
1. When should Preven or Plan B be taken?

2. What is the difference between Preven and Plan B?

3. What is a side effect of plan B?

	1. Ileum; metabolized in liver and affected in gut (by mixed fiunction oxidases?)
2. Rifampin, Griseofulvin, St. Johns WORT (Hypericin), Dilantin
3. Yes at higher doses

4. ↑# failures in ↑BMI (esp. >70.5kg)

5. OCPS
· Direct affect on follicle maturation

· Impaired tubal motility

· Altered endometrial lining (thinned)

· Thickened cervical mucus

6. Vaginal ring containing ethinyl estradiol and etonorgestrel (active metabolite of desogestrel). (Don't confuse with Femring and Estring)

7. More constant blood levels of hormone

8. Monthly injection, 60days to return to ovulation
	1. An estrogen to control bleeding (enough estrogen will inhibit ovulation by inhibiting LH and FSH) – inhibits FSH
2-6. A progestogen to inhibit ovulation (cause contraception) – inhibits midcycle LH and FSH surge

	1. Preven – within 72h after intercourse + 12h later; Plan B: Within 72h of intercourse + 12h later

2. Plan B only contains progestin

3. Nausea
	1. Side effects

· Nausea/vomiting

· Headaches

· Breast enlargement and tenderness

· Bloating

· Breakthrough bleeding

· Weight gain(?) – water retention
· Acne(?)-ocps are approved to treat acne
2. No

3. Contraversial – studies show decreased risk in high dose use

4. 40% reduction in risk w/4 years of use

5. 54% reduction in risk; ↑risk of cervical intraepithelial neoplasia

6. ↑Risk, but less than pregnancy risk
7. Smoking and OCP use ↑ risk of MI: contraindicated to prescribe pill to woman >35yo who smokes; no ↑ risk in low dose estrogen



	Teratology
1. Describe the teratogenic risk at the following 3 stages: predifferentiation (1-4wk), organ differentiation (4-10wk), organ growth 
2. What are the 3 mechanisms of teratogenesis? Name and describe an example of each

3. What is the problem in relying on animal testing to identify teratogens?
4. Name an example of a drug that was removed from the market because it had caused birth defects, despite having failed to show an association after the formulation was changed
5. How do the majority of drugs cross the placenta?

6. Name an example of a drug which becomes ionized and thus trapped in the fetus
7. What period in pregnancy are drugs transferred across placenta the fastest?
	

	1. 
	1. 

	1. 
	1. Predifferentiation – either no abnormalities or abortion; Organ differentiation – greatest teratogenic risk; organ growth: risks: brain – CNS, gonads, stunted growth, teeth

2. 3 mechanisms
· Direct acting teratogens – methotrexate: anti-folate properties; isotretinoin
· Indirect acting teratogens – produce condition in mother that is teratogenic – overdose of narcotic analgesics→hypoxia
· Toxic or reactive intermediates – cannot always be identified by animal experiements – thalidomide

3. Cannot identify those with toxic metabolites, because animals don't always have same metabolic pathways

4. Bendectin – anti-emesis in early pregnancy
5. Simple diffusion – small, non-protein bound, uncharged, lipid soluble 
6. Meperidine (Demerol), bupivacaine

7. Later - ↑surface area, membrane thickness,( placental tissue binding of drugs – delays transfer), placental blood flow (placenta can convert prednisolone (inactive) to prednisone (active) but fetus cannot convert back – levels at 10% in fetus than in mother)??
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