
 

 
Q. Patient, young, with obesity, hypotonia, mental retardation, short 

stature, hypogonadotropic hypogonadism, strabismus, and small 
hands and feet. What disease and what is tx?  

A. Prader Willi Syndrome. Treat with GH  
 

Q. Pt w/ symptoms include tall stature, ectopia lentis, mitral valve 
prolapse, aortic root dilatation, and aortic dissection? What gene is 

missing and what is treatment of choice? Don't peek below w/o 
guessing.  

A. Marfan's Syndrome (This WILL be on your test). Defect in fibrillin 
gene. Treat the aortic dissection with B-Blockers. Warn them about 

pneumothorax and strenous exercise. Tell patients that they are AD 
inheritance. Warn them about weird things like an elevator that travel 

up too fast or an airplane without decompression.  

 
 

You have to know that many test takers said it really "helped" to do 
the NBME Step 2 questions and the NBME Step 3 questions that they 

have on the website. Please do not neglect them. Just ignore the "next 
step" questions, and do the diagnosis problems  

 
Q. IF you are given a diagram with an LDL receptor molecule, and ...  

Then if you are asked what ion binds to it, what would you guess?  
 

Choices: Na, Ca, Fe?  
A. The answer is Ca. You should look at the concept of diagrams of 

receptors. Remember, many of the writers of the questions are MD-
PhDs and they specialize in their own receptor research.  

 

Q. Uric acid stones (which are transLUCENT on x ray unlike Ca stones), 
are common in what three diseases? Bonus: what do uric acid stones 

cause symptom wise 
 

A. the three diseases are:  
HGPRT deficiency  

 
PRPP synthetase overactivity  

 
Glucose-6-phosphatase deficiency  

 
The stones will present most commonly with hematuria, then 

fever/nausea/vomiting, then UTI!!  



 

Q. You HAVE to know this...  
 

Sorry to be patronizing, but you will get this concept most likely...  
 

What is the primary treatment for the uric acid stones? 2nd treatment 
if refractory?  

 
A. 1st thing is to alkalinize the urine and hydrate! Wait for the stone to 

pass.  
If that doesn't work, give allopurinol!  

BUT, if the stone is more than .5cm, then use lithotripsy because the 
stone will not pass by itself!  

Stones are SO common and SO common stuff are all over the USMLE  
 

Q. A patient who had her gall bladder removed for stones STILL feels 

colicky pain, what could be the reason? This is a very HY concept....  
 

A. loss of inhibitory enteric innervation (motor)  
 

 
Q. YOU WILL definitely be asked to understand the concept that a 

person with an injury to the SURGICAL neck of the humerus/or the 
dislocation of anterior shoulder will have which nerve injury?  

 
A. AXILLARY nerve, not the radial nerve.  

 
 

 
Q. You HAVE to know this crucial concept tested on most exams and in 

clinic!  

 
A woman who diets and cuts out all fats but still eats carbohydrates. 

Will she lower her LDL? HDL  
 

A. Everyone will be tested on the concept that chylomicrons are blood 
lipoproteins produced from dietary fat.  

 
It is the VLDLs that are produced mainly from dietary carbohydrate. 

IDL and LDL are produced from VLDL.  
 

Thus, HER LDL level will still BE HIGH. Crucial concept!!!  
 

 



Q. Methinks that every single human taking USMLE had to know that a 

man with:  
 

Diffuse demineralization of the bone associated with hypercalcemia, 
anemia, hypergammaglobulinemia, proteinuria, and normal serum 

alkaline phosphatase is most suggestive of?  
 

A. Multiple Myeloma. I CAN BET MY BOTTOM DOLLAR THAT YOU WILL 
SEE MULTIPLE MYELOMA ON YOUR TEST. I definitely did.  

 
 

Q. A woman with sarcoidosis or with hypercalcemia (there are a 
thousand ways to ask this concept) enters your clinic, which is the 

diuretic of choice?  
 

A. Furosemide, NOT thiazides or mannitol, or acetazolamide  

 
 

 
 

Q. A Super high yielder is Hardy Weinberg. If the number of 
homozygotes is 1/4900, can you tell me the number of heterozygotes  

 
 

A. use q2 and then use equation 2pq  
 

 
Q. Everyone is reporting that they MUST master the concept of 

transgenic mice. Here is one concept you must understand:  
Transgenic mouse with defect in B2 microglobulin gene. What is the 

immuno defect?  

 
A. The B2 microglobin is part of the MHC Class I molecule. So, a defect 

here will cause a problem with CD8 + cells so cell mediated immunity 
is crushed!  

 
The MHC includes a polymorphic set of genes encoding cell surface 

glycoproteins, designated class I and class II molecules, whose 
function is to present antigenic peptides to CD8+ and CD4+ T cells, 

respectively. Peptides generated in the cytosol from denaturated 
proteins fragmented by proteasomes, some components of which are 

MHC-encoded are transported into the endoplasmic reticulum (ER) by 
peptide pumps or transporters associated with antigen processing 

(TAP) whose encoding genes are again located in the MHC. Peptide 



binding to the class I heavy chain facilitates association with b2-

microglobulin (b2-M) and stabilizes the complex allowing it to migrate 
to the cell surface.  

 
B2 microglobin, a component of MHC I molecules, functions to 

transport MHC I to cell surface,ditto.  
 

Lack B2 microglobin, no MHC on cell surface. CD8+ cytotoxic T cell 
needs to bind to MHC I molecules.  

 
result: defect on CD8+ cytotoxic T cells mediated immunity  

 
 

Q. A wise man said that you cannot avoid understanding Biochem 
thoroughly. So, if I gave you a pic of cbiochem ycles and asked where 

is it inhibited by acetyl CoA and enhanced by citrate, would you 

succeed  
 

 
A. During fatty acid synthesis in the CYTOSOL, Citrate will activate 

aceytl CoA into malonyl CoA, Acyl CoA will block this. (SORRY, in the 
question above I meant to say Acyl CoA, not Acetyl CoA)  

 
Nevertheless, this is a crucial biochemical step underappreciated...by 

all  
 

Q. Aside from drug abuse and high exercise, which is a given, what is 
the next most common cause of lactic acidosis? There are a thousand 

poss. ways to ask this concept  
 

A. shock, like septic shock or hypoperfusion.  

 
 

Q. ubiquitous question in USMLE, clinic, life, and love is:  
 

A child comes in with meconium ileus, other than Hirshsprung's, what 
is the other MAIN common disease you see?  

 
Like on Family Feud, the game show, the best answer is  

 
A..Cystic Fibrosis.  

 
It is too easy to merely ask about salty sweat and fatty stools, 

although some will invariably get the easy questions about this 



disease.  

 
Q. Speaking of my previous question about Meconium ileus, there is a 

disease EVERYONE will get on their test, and in clinic...Meconium ileus 
is a block of the terminal ileum and is the most common cause of 

obstruction and congenital GI anomaly. What is the other name of this 
that starts with the letter M?  

 
 

A. Meckel's diverticulum, persistecne of the vitelline duct. This is SO 
HY  

 
You will see this concept everywhere you turn:  

 
Q. A pt. comes in with overdose of scopolamine because she went on a 

roller coaster in Disneyland. The doctor in line slips her physostigmine 

instead of neostigmine, etc. why?  
and now>  

 
A. it is because of the cholinomimetics, physostigmine crosses the 

blood brain barrier to CNS.  
Neostigmine is better for urinary retention after plastic surgery (or any 

surgery).  
You will see this concept in your life....soon...  

 
 

Q. A med student grabs gentamicin for you to treat Bacteroides. You 
will hit him over the head because he is wrong. Why? (What is MOA of 

Aminoglycosides)  
A. Bacteroides is an anaerobe. Aminoglycosides do not work on 

anaerobes b/c they need O2 for uptake, thus blocking formation of 

30S initiation complex!  
 

Q. Young girl has early acne, you give tetracycline, then years later 
family comes back at her homecoming and kicks you. Why? (What is 

SE of TETRAcycline)  
 

 
A Tetracycline has the famous concept of discoloring teeth and 

blocking bone growth in children, along with photosensitivity.  
 

Q .Anatomical common injuries are super duper HY.  
 

A football player comes in with an injury in the shaft of his humerus. 



What nerve is crushed (choices: radial, median, ulnar, axillary) and 

what prob. does he have?  
Radial nerve is damaged. He is lose his triceps, brachioradialis, and 

have wrist drop.  
This is a must know...  

 
The aforementioned athlete breaks his supracondyle of humerus. What 

nerve is crushed?  
 

(Radial, median, ulnar, or axillary)  
 

(All of you will get a variation of the upper arm injuries)  
 

A. MEDIAN nerve is blown. He loses his finger flexing ability and some 
thumb movements and some loss of sensation over lateral palm and 

thumb and radial 2.5 digits  

 
Q. Everyone I hear is asked about brachial plexis injuries. But they are 

not easy direct questions. E.g.  
 

A supermodel in a car crash looks at you with a "claw hand". What two 
cord segments contribute to the nerve which is damaged?  

 
A. Cord segments are C8 and T1! See, not so easy, right?  

 
 

Q. Adenosine deaminase def can cause what problem immunologically?  
 

 
A. Adenosine deaminase def can cause SCID.  

 

 
Q. Most I spoke to got this on their test. Distinguish the Rinne and 

Weber TEST!?  
 

A. absolutely HY. Weber test- tuning fork in midline of skull- localizes 
hearing loss to one side or the other- if it is a conductive loss, patient 

hears better on side of defect. If it is sensorineural hearing loss, 
hearing is better on opposite side of defect. Rinne test- place tuning 

fork on mastoid process until patient can no longer hear vibrations, 
then place tuning fork next to external auditory meatus- if patient 

cannot perceive vibrations- BC ( bone conduction) is better than 
AC(air) and patient has a conductive hearing loss on that side.  

If AC is better than BC, then that is the normal ear  



 

Q. Everyone seems to need to understand that:  
 

A Bicornuate uterus, which prevents a woman from fertility, is caused 
by what?  

 
A. it is due to the incomplete fusion of the PARAMESONEPHRIC ducts. 

Amen  
 

 
 

Q. YOU WILL be asked this question:  
 

There will be a person with a history of travel who goes to Mexico or 
thereabouts. Then he or she will return with bloody bloating crampy 

diarrhea. They will ask you either what is the bug and the disease, and 

the treatment. So what are the answers? Look below  
 

A. Ambiasis, dx is dysentery, and you treat with Metronidiazole and 
the bug is Entamoeba histolytica.  

 
Q. Since taking the test, I spoke to "a Lot" of people and the US 

licensing board wants everyone to know a certain fixed "universe" of 
diseases and txs, if you master those, you will at least PASS. That is 

what I am trying to help to do for all of us family VALUE MDs!  
I "got" this question, my "roommate" got this question, in 2030 

probably, my sons/daughters will get this concept:  
 

What is the MOA of Acyclovir  
 

A. Acyclovir blocks viral DNA polymerase when phosphorylated by viral 

thymidine kinase.  
 

Some people will be asked to understand that Acyclovir is used for the 
HSV, Varicella, Epstein Barr Virus  

 
 

 
The boards LOVE Acyclovir  

 
 

Q. So common, definitely on everyone's test:  
 

A baby come to your clinic with loud cough that resembles the barking 



of a seal, difficulty breathing, and a grunting noise or wheezing during 

breathing. What is the dx? And the secondary question they WILL ask 
is is it enveloped and what is the structure?  

 
 

A. Dx is Croup!  
 

Paramyxovirus,  
 

It Has an envelope, has single strand, nonsegmented.  
 

 
Q. Case: Cilia lack ability to move, so your patient is sterile, no sperm, 

and he has ongoing sinus inflammation. What is syndrome and the 
protein that is lacking?  

 

A. Kartagener's Syndrome, due to dynein arm defect!  
 

 
Q. EVERYONE, seriously, EVERYONE I talked to needed to master this 

concept for the test:  
 

Case: Child with multiple fractures and BLUE sclera. The two 
secondaries are  

 
What is specific defect?  

 
What is the inheritance pattern?  

 
 

A. Osteogenesis Imperfecta, with abnormal collagen type I, and 

inheritance pattern is autosomal dominant! Good Luck!  
 

Q. Hard one, but def. a must!  
 

Here it is..  
 

A child has defect in eustachian tube and middle ear, which pharyngeal 
pouch is defective?  

 
 

A. The first pouch... some of my friends last year got a whole slew of 
arches and pouches, a favorite of the NBME, KNOW IT  

 



Q. YOUR SOUL MUST UNDERSTAND that if you have a patient with 

probs with his circadian rhythms and autonomic regulation and a 
DETAILED diagram with arrows of brain pops up, which nucleus is 

affected?!  
 

 
A. The suprachiasmatic nucleus of the hypothalamus!  

 
Peace to Everyone on Earth!  

Yoda says rather asks you:  
 

Q. Which one of the following is responsible for peripheral myelin 
production?  

 
(Choices: Ependymal cells, Oligodenroglia, Astrocytes, Microglia, 

Schwann cells)  

 
A. Schwann cells! Remember that Oligodendroglia are CENTRAL myelin 

production  
 

 
Q.Even my grandmother I think had to understand this for USMLE:  

 
Case: A patient with a defect in apo C-II and Lipoprotein Lipase. How 

will her labs look like? I.E. What is her disease  
 

 
You WILL get questions PLURAL on the big three:  

Diabetes, Hypertension, Hyperlipidemia. so, ...  
 

A.The answer to my question was HYPERLIPIDEMIA  

 
hyperlipidemia type I is associated with :  

 
uncontrolled diabetes mellitus, obesity, and sedentary habits, all of 

which are more prevalent in industrialized societies than in developing 
nations. In both epidemiologic and interventional studies, hTG is a risk 

factor for coronary disease.  
 

Two rare genetic causes of hTG (lipoprotein lipase [LPL] deficiency and 
apolipoprotein [apo] C-II deficiency) lead to triglyceride (TG) 

elevations  
 

Q. Consequence: cardio disease! They love porphyrias. Maybe they 



watched the movie "The Madness of King George" over and over, I 

dunno, but in order to pass the test, you have to understand that if 
you get a patient with bizarre symptoms like stomach pains with very 

mild photosensitivity, delirum, and his urine darkens in the light, you 
are looking at ACUTE INTERMITTENT PORPHRIA! So you have to know 

four things:  
 

What is the deficient enzyme? AND, What substances accumulate in 
the urine? AND what two amino acid begin this synthesis of porphrin 

molecule? AND what metallic ion cofactor is required. YOU HAVE TO 
KNOW THIS TO PASS.  

A. Deficient enzyme: uroporphyrinogen 1 synthetase  
 

Porphobilinogen and aminolevulinic acid accumulate in urine  
 

Glycine and Succinyl CoA are precursors of porphrin  

 
Metallic ion is Fe!  

 
Q. Pt. who drinks his whole life, say the question describes to you he 

has Wernicke-Korsakoff syndrome (you know how to spot this right?), 
and say the question asks what vitamin is missing AND what DOES 

THIS VIT DO. Can you tell me? (It is not enough to know just the 
vitamin)  

A. Vitamine B1 (thiamine), it functions as a cofactor for OXIDATIVE 
DECARBOXYLATION OF PYRUVATE and is involved in the crucial HMP 

shunt!  
 

REMEMBER...thiamine and the word DECARBOXYLATION RXN  
 

Q. Ahh... the all important Folic Acid def. Everyone will see this, 

guaranteed since it is the most common vit deficiency.  
 

YOU HAVE to understand that if you see a slide with macrocytic 
megaloblatic anemia, what is missing vitamin (I gave it away, Folic 

Acid, but it could also be Vit B12 but without Neuro sym)....anyways, I 
digress...What IS the EXACT function of it, and type of reaction?  

 
A. Methylation reactions ...  

 
and it is an enzyme for the all important one carbon transfers.  

 
Folic acid=METHYLATION reactions  

 



Q. with meowing catlike cry and later is mentally retarded. But always 

it is the SECONDARY QUESTION, so what is the disease, the genetic 
defect, and the organ that is primarily affected and how? I sound like a 

broken record, but EVERY DOCTOR-TO-BE SHOULD KNOW THE 
CONCEPTS THAT ARE ON THESE POSTS!  

 
A. Cri-du chat syndrome...BUT did you know that...  

chromosome 5's short arm is deleted AND pt has cardiac defects 
primarily VSD and ASD!!!!!!!!  

 
 

Q. Guaranteed you have to know:  
 

Case: A college student comes into your clinic with fever, 
hepatosplenomegaly, lymphadenopathy and + heterophil Ab test. 

What is the "bug" and most crucial, is it:  

 
SS or DS? (single stand or double strand)  

 
Envelope or no envelope?  

 
linear or circular?  

 
What is the family?  

 
{Believe me, you will see this question}  

 
 

A. Pt has Mono, and it is Epstein Barr Virus. Most importantly, the 
NBME will not stop there!!!! You will have to answer it is a Herpesvirus 

family, DS, linear, and it has an envelope. Failure to master this 

concept will result in a veil of tears  
 

Q. Older patient comes to you with bone pain, Visual inspection may 
reveal bony deformities, such as an enlarged skull, spinal kyphosis, 

and bowing of the long bones of the extremities. Localized pain and 
tenderness may be elicited with manual palpation. Labs: elevated alk 

phos.  
What is this common disease and drug Rx? You have to catch this 

diagnosis b/c it can lead to cancer!!!!!  
 

A. Paget's Disease, treat with bisphosphonates, physical therapy, could 
have viral etiology.  

 



 

Q. Suppose you are a pathologist to be and are shown a pic of lymph 
node. Could you point to EXACTLY where the T-cells are housed on a 

histo slide? You have to know this  
 

 
http://researchpath.hitchcock.org/levylecture/pln3.html 

 

http://researchpath.hitchcock.org/levylecture/pln3.html


 
erl.pathology.iupui.edu/HISTO/LABE111.HTM 

A. Hey, look up on Webpath and pick out the PARACORTEX, where 

the T-cells are housed. You have to know this on a pic, not just 
on words...  

 
Q. case: skin manifestations include peripheral nerve 

involvement with fibromas and plexiform neurofibromas; the iris, 
with Lisch nodules; optic nerve gliomas; pheochromocytomas in 

some patients; skeletal abnormalities, including craniofacial 
dysplasia. What is this disease that you are SURE to have on 

your USMLE? What is inheritance pattern?  

A. Neurofibromatosis, AD (Don't confuse with McCune Albright 
which is assoc with girls and precocious puberty) Cheers!!!  

What are the symptoms of McCune-Albright 
syndrome? 
People with McCune-Albright syndrome may have symptoms related to bones, 
the endocrine system, or skin.  The symptoms can range from mild to severe.   

 Bone symptoms 
 Those with McCune-Albright syndrome often have polyostotic 

fibrous dysplasia (pronounced pa-lee-oh-STOT-ik  FIE-bruss  
diss-PLAY-jsha), which occurs when normal bone is replaced by 
softer, fibrous tissue.  When this happens in weight-bearing bones, 

http://erl.pathology.iupui.edu/HISTO/LABE111.HTM


such as the leg bones, it can cause limping, deformity, and 
fractures.  

 People with McCune-Albright syndrome often have this dysplasia 
condition in the bones of the skull and upper jaw, so these bones 
grow unevenly.  There is no known hormonal or medical treatment 
for controlling this aspect of disease, although surgery can help 
correct some fractures and deformities. 

 Endocrine system symptoms 
 Precocious, or very early, puberty – Girls with McCune-Albright 

syndrome begin to show signs of puberty much younger than 
normal. Menstrual bleeding before two years of age is the first 
symptom of McCune-Albright syndrome for most female patients. 
Boys with the condition may show signs of puberty early, but these 
signs are less common than in girls. 

 Thyroid function – The thyroid is a small gland in the neck that 
affects the metabolism. About half of patients with McCune-Albright 
syndrome have problems with their thyroid glands, such as 
enlargement or masses (called nodules or cysts).  Drug therapy 
can sometimes improve thyroid function. 

 Growth hormone – Some patients have too much pituitary growth 
hormone, which causes coarse facial features, larger hands and 
feet, and arthritis.  Treatments include surgery and medication. 

 Cushing’s syndrome – This is a rare problem for McCune-Albright 
syndrome patients.  Symptoms include obesity of the face and 
body, weight gain, skin fragility, and stopping growth in childhood.  
Cushing’s syndrome is treated by removing the affected glands or 
with medicine. 

 Skin symptoms 
 McCune-Albright syndrome can cause patches of increased or 

darker skin coloring.  These areas are called café-au-lait spots 
because, in children with light complexions, these spots are the 
color of coffee with milk. In darker skinned children, the spots might 
be hard to see. 

 Most children have these spots from birth and the spots rarely 
grow.  There are usually not any medical problems caused by these 
skin changes. 

 

http://www.nichd.nih.gov/health/topics/precocious_puberty.cfm
http://www.nichd.nih.gov/health/topics/Menstrual_Problems.cfm
http://www.nichd.nih.gov/health/topics/cushingssyndrome.cfm


 
plexiform neurofibromas.  cc.oulu.fi 

      optic glioma.  www.fleni.org.ar 
 

 

Lisch Nodules.  www.emedicine.com 

 

Axillary freckling with large café-au-lait spots. www.thamburaj.com/phako.htm 

Etiology  

The gene for NF1 has been isolated to chromosome 17. The gene product, neurofibromin, 

is thought to function as a growth suppressor. 

Pathology 

http://www.fleni.org.ar/
http://www.thamburaj.com/phako.htm


 Neurofibroma: Schwann cells, neurons, and acellular matrix; 

unencapsulated  

 Optic glioma: usually a low-grade astrocytoma  

 "Hamartomas" of NF1: myelin vacuolization  

 Parenchymal glioma: usually low or intermediate grade tumors  

Q. Pt appears healthy at birth. Diagnosis is usually made in infants 
aged 6-24 months. Inguinal and umbilical hernias are commonly seen 

at birth. On physical examination, these patients are observed to have 
corneal clouding, hepatosplenomegaly, skeletal deformities (dysostosis 

multiplex), coarse facial features, large tongue. You will see this 
presentation likely on your test because it is so serious.  

 
They will ask, "What is the missing enzyme?"  

 
 

A. Hurler's Syndrome and you are having a deficiency of alpha L 
iduronidase. Love for everyone!!!  

 

 
Q EVERYONE I CONSULTED SAID THEY HAD THE UREA CYCLE ON 

THEIR TEST AND IT IS SO IMPORTANT IN OUR CLINICS AND LIVES. 
Know the cycle COLD until you can draw it out from memory 

For example, we know that an ammonium ion comes in in the 

mitochondria with carbamoyl phosphate, BUT urea has TWO nitrogens, 
which compound provides the second nitrogen? KNOW THIS. IT is 

essential for life.  
 

 

A Answer is aspartate feeds it in!  
 

NOBODY, but NONE of US will give up. We will ALL succeed and 
become doctors. Let's let none of us give up and be left behind with 



their dreams.  

 

 

http://edoc.hu-berlin.de/dissertationen/xie-jing-2003-12-
15/HTML/chapter1.html 

Q. Don't be surprised if you are asked to know this classic common 
concept:  

 
Pt with right sided ataxia, loss of pain temp of right face and left upper 

and lower extremities, hoarseness, dysphagia, loss of taste of right 
tongue, with vertigo and nystagmus. This IS SO CLASSIC FOR WHAT 

LESION YOU WILL see in your clinic and a famous test?  
 

A. PICA, posterior inferior cerebellar artery stroke! Be SURE you can 
identify it on a brainstem slide.  

http://edoc.hu-berlin.de/dissertationen/xie-jing-2003-12-15/HTML/chapter1.html
http://edoc.hu-berlin.de/dissertationen/xie-jing-2003-12-15/HTML/chapter1.html


 

 
instruct.uwo.ca/anatomy/530/wallenb.gif 

Q. Invariably, you will be asked:  

 
Pt, older gentleman with visual field defects from a Circle of Willis 

(they'll give a pic) hemorrhage. Point to the artery in Webpath. for 
now, though, what is the name of this most famous artery?  

 



 

A This is a case of anterior communicating artery stroke, the most 
common circle of Willis aneurysm! Got it? Got Milk?  

 

 

 

 A.C.- Anterior Communicating Artery.  

 A.C.A.- Anterior Cerebral Artery.  

 A.I.C.- Anterior Inferior Cerebellar Artery.  

 B.- Basilar Artery.  



 C.A.- Choroidal Artery.  

 I.A.A.- Internal Auditory Artery.  

 I.C.A.- Internal Carotid Artery.  

 M.C.A.- Middle Cerebral Artery.  

 P.C.- Posterior Communicating Artery.  

 P.C.A.- Posterior Cerebral Artery.  

 P.I.C.- Posterior Inferior Cerebellar artery.  

 S.C.A.- Superior Cerebellar Artery.  

 V.A.- Vertebral Artery.  

http://www.uam.es/departamentos/medicina/anesnet/journals/ija/vol2n1/articles/aneurys

m.htm 

An aneurysm is a disease of the vessel caused by abnormal dilatation and located at the 

site of weakness in the elastic layer of the artery. Cerebral aneurysms represent saccular 

dilatations that appear more frequently in the bifurcations of intracranial cerebral vessels. 

Although the etiology is originally congenital they can develop subsequently due to 

degenerating changes in the walls of the vessels associated with hypertension.  

Some hereditary conditions and vascular injuries are associated with intracranial 

aneurysms, such as in the of Ehlers-Danlos syndrome, coarctation of aorta, polycystic 

kidney disease, arteriovenous malformations, fibromuscular dysplasia, and sickle cell 

disease. 

Q.LIVE to know that:  

Niacin, Melatonin and serotonin are derived from what amino acid? 

Think hard first before looking!  
 

 
A. answer is tryptophan! Don't forget....  

 
Q. Sorry to continue to bug you all, but the galaxy members informed 

me that all need to know that if:  
Given a midsagittal section of the brain, there is an arrow pointing to 

the different structures, but the question is:  
Case: a child come to your clinic with symptoms of hypopituitarism. 

Where is the lesion? POINT TO IT! What is the dx?  
A. Pick the answer choice where the arrow is point to the pituitary (it is 

next to the hypothalamus, find it on your atlas). This is a classic 
question of a craniopharyngioma which is the most common cause of 

hypopituitarism in children and it compresses the optic chiasm and 

hypothalamus.  
 



 

 
http://www.emedicine.com/asp/image_search.asp?query=Craniopharyngioma 

 

Q. This is a question that a 99%er told me he knew but for the rest of 

us we can be OK if we are clueless:  
 

A man comes in with bilateral and multicentric retinal angiomas, 
central nervous system (CNS) hemangioblastomas; renal cell 

carcinomas; pheochromocytomas; islet cell tumors of the pancreas; 
endolymphatic sac tumors; and renal, pancreatic, and epididymal 

cysts. CNS hemangioblastoma is the most commonly recognized 
manifestation of and occurs in 40% of patients. What is the dx? No 

secondary here. Just the diagnosis is Hard enough! BUT common 
enough for USMLE CONSIDERATION!  

 
A. Von Hippel Lindau Disease. There will be a MRI of a brain with a 

cyst in the cerebellum from a hemangioblastoma. Excellent work my 
brothers and sisters  

 

Q. A patient presents with recurrent viral infections from T-cell 
deficiency and symptoms pointing to hypocalcemia. Can you tell me 

disease (dx) and what failed to develop? A USMLE glorious favorite!!! 
Kinda hard though, but popular. You HAVE to know this.  

 

http://www.emedicine.com/asp/image_search.asp?query=Craniopharyngioma


A. Faulty development of 3rd and 4th POUCH caused DiGeorge's 

syndrome and thymic hypoplasia and hypocalcemia.  
 

Warning, I heard a lot of students messed this with the arches, and 
put 3rd and 4th ARCH (so close and yet so far!)  

 
 

 
Q.What is the precursor for heme, which aa? Know this concept like 

your mom's birthday  
 

A. glycine. don't forget!  
 

Q. You WILL see a pic and case presentation of a woman with a picture 
of an atypical mole (big hint is dysplastic nevus). What is the 

associated neoplasm, is it benign or not?  

 
A. It predisposes to malignant melanoma. The NBME wants you to 

know the stuff that you CANNOT AFFORD to miss that are COMMON.  
 

Q. Speaking of skin stuff, Suppose you are dreaming and you see a 
color photo of a hyperpigmented skin lesion in the axillary area on an 

obese person that you have nailed as acanthosis nigricans (as an aside 
KNOW THAT THIS LESION IS MORE COMMON WITH DARKER SKINNED 

INDIVIDUALS). Say they ask you the most notable associated 
malignancy, what will you say?  

 
A.Commonly associated with cases with dark skinned obese 

individuals, you must be wary that they may get GASTRIC 
adenocarcinoma! You cannot miss this and the NBME won't let you off 

if you don't know this.  
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Q. Here we go:  

There is a young person who comes in with mild tachypnia because of 

acidosis, he has enlarged liver, is slightly to moderately icteric; 
accompanying hypoglycemia (watch for seizures). What is the 

MISSING ENZYME?  
 

A.This is a classic presentation of Aldolase B deficiency. They may 
want you to know it is autosomal recessive inheritance and you must 

terminate BOTH fructose and sucrose in the diet  



 

 
www.medbio.info/Horn/Time%201-2/carboh4.jpg 
 

 

Q.will faint with disbelief if you don't get this on your test and also in 

clinic and in life:  
 

Case: Visual field defect of homonymous hemianopsia, there will be a 
series of diagrams of the eye nerves (you guys know with pic I am 

talking about right?) with arrows everywhere. Where exactly is the 
lesion?  

 
A There are at least two dozen questions that can be asked from this 

crucial concept with those visual field defects. Master them all.  

an arrow point to the nerves behind the optic chiasm contralateral.  
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1. Central scotoma resulting from inflammation of the   
    optic disc  

2. Junctional scotoma  

3. Bitemporal hemianopia resulting from a lesion around   
    the optic chiasm  

4. Incongruous homonymous hemianopia resulting from   
    a lesion in the optic tract  

5. Homonymous quadrinopia resulting from a lesion in  
    the temporal lobe  

6. Homonymous hemianopia resulting from a lesion in   
    the occipital lobe.  

 

http://www.mrcophth.com/ 

 

Q.You WILL see this on your test because in clinic you will prob see it 

everywhere:  
Case: There is a older man with signs of LOWER (not upper) GI 

bleeding. What is the most common disease (hint, neoplasm is not the 

answer), secondaries are What area of the bowel is affected and what 
drug can be given if surgery is not indicted?  

 
A.This is classic diverticulosis/itis of the lower descending colon and 

sigmoid (all proximal to the ligament of Treitz). You can give 
vasopressin as a drug.  

 
Watch for distractor answer choices like Meckel's Diverticulum and 

Intususception and IBD, these are found in children and adolescents 
more often. Always always first consider your age and gender and 

ethnicity and travel and meds of your patients!  
 

Q. This USMLE FAVORITE is kinda easy but just in case:  
Patient is older gentleman and had a history of lytic lesions and M 
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protein spike and now present w/ lesion in the kidney, lesion was 

stained w/Congo Red? What is the dx and the name of the tissue 
stained (condition)?  

 
A. Multiple Myeloma and the stain is amyloidosis. These two diseases 

are EVERYWHERE, like Britney Spears pictures on magazines  
 

Q. The NBME declares that you must know your basic oncogenes, 
guaranteed. So...  

 
Case: You are given a clinical case where the gene that is active is c-

myc (this is a oncogene, not TSG), what is the related tumor and 
specific gene translocation?  

 
A. This is Burkitt's lymphoma, some of you will be asked that it is a 

t8;14 gene translocation  

 
Q. Speaking of oncogenes, many will be forced to address this point 

(not in Error! Hyperlink reference not valid. but def. in NBME's brain:  
Case: A clinical presentation of MENI and or MENII (review this quick), 

then you have to pick the oncogene that is activated. What will you 
chose?  

 
we are talking about the ret oncogene. repeat that in your mind ten 

times NOW  
Again, you are given a blood smear photo (medium quality) that you 

know to be follicular lymphomas (review on Webpath). But of course, 
the answer is a secondary. So tell me, give a series of answer choices, 

what is the oncogene responsible  
 

A. It is bcl-2 which block apoptosis. YES! YOU GOT IT!  

 
Q. So Classic, so repeated, so in vogue, so know it...  

 
A clinical presentation is given where a pupil constricts with 

accommodation and is not reactive to light. What is the treatment? 
The bug? The name of the syndrome? AND give me the method to 

visualize the bug!  
 

A. Penicillin G = Tx  
 

Bug = Syphillis, T. Pallidum  
 

Syndrome = Argyll-Robertson pupil  



 

Visualized by = dark field microscopy  
 

THIS IS A NBME FAVORITE! And you should know it for life for your 
patients!  

 
Q. Here is a hard one, but certain to appear:  

 
Case: One of your patients is in childhood with hepatosplenomegaly, 

pancytopenia, and crippling skeletal disease. He is Jewish and a liver 
biopsy shows glycolipid laden cells. What is the disease name and the 

enzyme deficiency given 5 choices that are agonizingly difficult?  
 

A. This is Gaucher's Disease and the enzyme def. is B-glucocerebrosidase!  
 

 

KNOW that Gaucher's like most other enzyme deficiencies are AUTOSOMAL 
RECESSIVE! YES! Go and kick TUSH on this test!  

 
Q. This is an interesting and crucial case seen around the world in testing 

centers:  
 

A baby patient of yours has loss of sensation around the jaw, and suppose 
the answer choices ask which brachial arch is defective? What will you 

answer? (NBME loves those arches)  
 

A. Answer is Brachial arch 1,  
 

cranial nerve V3 is affected along with all the "m" muscles (e.g. Muscles of 
mastication, masseter, medial pterygoid), Malleus, and a couple of others  

 

Q. On test day, you see a question which asks you for the mechanism of 
RESISTENCE of bacteria to norfloxacin or ciprofloxacin and then asks you 

also the side effects? Will you know?  
A. Resistence comes from a mutational change of the bacterial DNA gyrase. 

This drug is eliminated renally so don't give to renal compromised patients. 
A scary side effect of this is inflammation of tendons and cartilage damage.  

NOTE: These Quinolones have NO EFFECT on anaerobes!  
 

 
Q. Quickly, you see that oh-so-familiar diagram of th Cardiac Cycle/EKG. 

And you are asked what valve corresponds with the END of the first heart 
sound (Arrow is pointing there) and is it closing or opening? What do you 

say?  



A. The Aortic Valve OPENS at the end of the first heart sound (KNOW THIS)  

Q.While we are on the subject, everyone in the world will face the Cardiac 
cycle/EKG graphs. So, There is an arrow points to the place where the S2 

STARTS. What valve is opening or closing?  
A. The Aortic Valve closes at the beginning of the 2nd heart sound (KNOW 

THIS)  

 
 
 

Q. Simply, what is the MOA of Cyclosporine  

 



A. inhibits IL-2  

 
Q. Case: You are given a classic presentation of an older man with 

Benign Prostatic Hypertrophy (this disease is everywhere). What is the 
drug of choice and what is the mech of action  

 
A. You should choose finasteride, a 5 alpha reductase inhibitor.  

 
 

Q. You will not get away from Step 1 without seeing a case of...  
 

An obese woman with infertility, acne, alopecia, hirsuite. Now, I must 
ask you what is the hormonal abnormality and the drug of choice? You 

could also be asked what cancer is she most at risk of?  
 

(THIS CONCEPT IS A MUST KNOW  

 
A. This is a case of PCOS. There is elevated LH/FSH ratio, and the LH 

stimulates testosterone. The lack of progesterone predisposes the 
woman to endometrial cancer.  

 
Treat with Oral Contraceptive Pills or an anti androgen like 

Spironolactone  
 

 
Q. EVERY MAN EVERY SINGLE MAN who lives long enough will get this 

disease:  
 

Case: Older gentleman with urinary control problems and complaints 
include back and hip pain as well as other symptoms such as fatigue, 

malaise, and weight loss. There may also be a history of bone 

fractures. What is the disease, and the drug of choice (2 NBME favorite 
choices)?  

 
A. This is sadly prostate cancer with mets to spinal cord. You need to 

aim to stop testosterone production. Although castration is best 
(seriously), the choice most men opt for is Lupron or generic name 

Leuprolide (A LHRH agonist) or Flutamide.  
 

Q. You will get a case of a patient with ptosis and inability to turn the 
eye up, down, or inward. At rest, the eye is deviated down and 

temporally, and the iris sphincter may be involved or spared. He has a 
history of an aneurysm, and his eye does not constrict. Two 

secondaries: What nerve is lesioned, AND if you are given a picture of 



the circle of Willis and a bunch of arrows, which artery will you pick?!  

 
A. This is an aneurysm of the posterior communicating artery which is 

causing CN III to be affected!  
 

Q. Friends, this concept comes up I hear on every exam and hospital 
pimp session:  

 
If you get a man with a history of atherosclerosis, and he dies very 

suddenly, and he had no thrombus to cause an MI, he died of a 
VENTRICULAR ARRYTHMIA  

Q. I present you with a patient who has angina at rest with 
atherosclerosis, is this:  

 
Prinzmetal angina  

Stable angina  

or Unstable angina  
or MI  

UNstable angina,  
 

A. KNOW if you get a version asking Prinzmetal's, you see ST elevation 
on stress ECG and ST depression with exertional/stable angina  

 
 

Q. Here is one that rings through eternity on USMLE (rhymes!):  
 

Case: A 15 year old soccer player named Goober comes into your 
clinic because of acute, serious throbbing pain in the right knee and is 

limping. He was "clipped" on his lateral right side of the knee. What 
three structures are affected  

 

A. This super HYer is the triad of anterior cruciate ligament, medical 
meniscus, and medial collateral ligament. (Think in abbreviations, ACL, 

MM, MCL)  
Q. If I give you a case with a lumbar puncture (w/ a pic), and ask with 

arrows where do I get CSF from, can you tell me?  
 

(Choices: Dural, Subdural, Subarachnoid, Arachnoid)  
 

Also asked is between what two spaces is CSF taken?  
 

A. IT is Subarachnoid, the most common wrong answer is arachnoid or 
pia mater.) between L4 and L5  

 



 

 
Q. Some patient comes with a history of arrhythmias and is on a med 

and she presents with antinuclear antibodies, arthralgias, rash. What 
med is she on  

 
Procainamide, KNOW that this and HYDRALAZINE gives SLE like 

symptoms (drug induced  
 

You will be given a diagram with the Arachidonic acid products 
pathways with arrows everywhere. You have to know which arrow is 

pointing to where Zafirlukast acts. (Don't confuse with Zileuton)  
 

Zafirlukast acts on the arrrow pointing at the end step where 
Leukotrienes are inhibited. Zileuton acts before and the level of 

Lipoxygenase BEFORE HPETE. Don't forget! Review that classic 

diagram, it is in BRS and FA  
 

A pt complains to you about his skin thinning and mild osteoporosis 
and saying his esophagus burns. What med is he on that causes this? 

(Very popular point)  
 

He is on a Glucocortoicoid, notice that I did not say "buffalo hump", or 
central obesity. The boards avoids "clicker" words.  

 
 

Case: If I present a sideways angiogram of the head, choose the arrow 
pointing exactly to the sigmoid sinus AND, can you point to the 

cavernous sinus?  
The cavernous sinus is right behind the eyes and the sigmoid floats 

along the back. LOOK at WEBPATH  
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MR venogram - axial view; A = Lateral (transverse) sinus; B = Sigmoid sinus; C = 
Confluence of sinus... 
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cavernous sinus      www.nature.com  
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Case: What is the proposed mech of action of Lithium, and does your 
patient have hyper or hypothyroidism? What about poly- or oligouria? 

A MUST KNOW  
 

You bipolar patient has hypothyroidism and polyuria, Li blocks PIP 
cascade.  

 

 
 

YOU WILL KNOW THIS CONCEPT!:  



 
 


