
Case: A 27 yo AID patient has pulmonary complications. Exam of 

tissue shows yeast-like with capsules. What does he have? Secondary 
seen is how do you treat? Very tricky.  

 
He has Cryptococcus Neoformans, NOT Pnemocystis carinii due to ID 

of the capsule. Treat Cryptococcus with Amphotericin B. KNOW 
Cryptococcus usually causes meningitis, BUT, it also easily hits the 

lungs.  
 

   
 

 
Cryptococcus Neoformans  www.afip.org 

http://images.google.com/imgres?imgurl=http://www.afip.org/vetpath/WSC/WSC96/images/c4c4e.jpg&imgrefurl=http://www.afip.org/vetpath/WSC/WSC96/96wsc04.htm&h=407&w=527&sz=116&hl=en&start=9&um=1&tbnid=XhzCNKPguBWE3M:&tbnh=102&tbnw=132&prev=/images%3Fq%3DCryptococcus%2BNeoformans%26svnum%3D10%26um%3D1%26hl%3Den%26sa%3DN


 
www.higiene.edu.uy 
 

While on the SUPER HY topic of AIDS: I remembered I have to tell 

you...  

 
Case: 32 yo male has demonstrated AIDS and you see cysts 

containing sporozoites can be seen with silver-stained preparations in 
the lungs, and he is rather asymptomatic. X-ray shows interstitial 

infiltrates. What now are you thinking and what drug will you grab!  
 

He has PCP, the most common disease of the AIDS, treat with TMP-

http://www.higiene.edu.uy/


SMX!!!!!  

 
Pneumocystis carinii pneumonia in lung erl.pathology.iupui.edu 

 

 
 

 



 
 

Pneumocystis carinii organisms stained with the Gomori methenamine 
silver (GMS) stain. P.carinii is the cause for P. carinii pneumonia (PCP) 
which is a frequent opportunistic infection of AIDS patients, typically 
when the CD4 count is <200/�l 
library.med.utah.edu 
 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

Pneumocystis carinii Pneumonie  www.mevis.de 

 
 
 
 
 
 

http://www.mevis.de/


 
 

Case that you nailed as Influenza...secondaries seen are where does it 
replicate? Pick among answer choices does it have envelope? Linear or 

NOT?  
 

It along with HIV are the only RNA viruses to replicate in the 
NUCLEUS, and.... it has an envelope and is linear single 

strranded!!!!!!!!!!!!!!!!!  
 
 

 
www.accessexcellence.org 
 

BIGGIE CANDY KWESCHON  

 
A thousand times you will see...  

 
A pt or question defining the subject of DOPAMINE (A million dollar 

concept). Which dopamine receptors are excitatory, which are 
inhibitory, and is the second messenger cAMP or Ca? This concept 

alone will let you answer a thousand questions, seriously...  

http://www.accessexcellence.org/


The oh so important Dopamine has:  

 
D1 and D5 which are excitatory which rev up kidney perfusion in 

shock, AND  
 

D2, 3, 4 are inhibitory. Most schizophrenic drugs work on the D2 
receptor which is inhibitory!!!! Wow, I feel great!  

 
Finally, dopamine works on G-protein coupled cAMP second 

messengers...  
 

 
 

Easily one of the most missed because people THOUGHT they knew:  

 
PIC: HISTO of muscle fiber. Can you do these if arrows are 

everywhere?  
 

1) Point to myosin fibers  
 

2) Point exactly where ATP works/acts in EM.  



 

3) To what does Ca bind to (answer is diff for smooth and skeletal 
muscle)  

 
ANSWER ME, PLEEEAASE! (Well, silently, I cannot actually hear you)  

 
1) Myosin are the middle lines/area (Look up Histo atlas)  

 
2) ATP is bound to myosin on the Head  

 
3) Ca binds to troponin in skeletal muscle and CALMODULIN (which 

activates MLCK)  
 

See, isn't it easy to forget? So DON"T! 
 

 

 

 

 

 

 

 

 

 

 

 

 



 
fajerpc.magnet.fsu.edu 



 
 

 
physical.hcu.ac.th 
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HARD ONE:  
 

Patient complain of gradually worsening shortness of breath, 
progressive exercise intolerance, and fatigue, and swollen feet. He is 

an older man with amyloid deposits everywhere? From 4-6 answer 
choices of -myopathies, what does he have? (Hint: Loud diastolic S3 

heard)  
he has the rather rare but often quizzed Restrictive Cardiomyopathy 

(myocardium is stiff)  

http://www.cartage.org.lb/


 

Case: (VERY COMMON)  
 

Young child with clinical triad of mental retardation, epilepsy, and 
facial angiofibromas. What associated cancer is common  

CNS hamartomas and cardiac rhabdomyomas You will see skin lesions 
so don't pick neurofibromatosis as the answer choice for the pre 

cancerous condition or I will cry.  
 

 
You are given a case and asked to quickly calculate the ejection 

fraction. What's the equation?  
Stroke vol/ EDV  

You will be asked questions about Down Syn. Tell me:  
 

What is the organ most commonly affected (although Down's hits all 

systems)?  
 

What cancer is associated?  
 

What hormone do you often treat them with?  
 

Is alpha feto protein low or high at 14 week gest?  
 

Cardiac (e.g. VSD)  
 

Cancer is ALL  
 

Hormone is thyroid hormone  
 

Alpha fetoprotein is low in testing  

 
A pic with B1 receptor, which neurotransmitter acts here (Epi, norepi, 

Ach, Dopamine)? 
 

 
Now you see a pic of Lung with B2 receptors. Does same 

neurotransmitter act there?  
BIG CONCEPT:  

 
Norepinephrine acts on B1 receptors but NOT B2 receptors (epi does 

though)  
 

 



 

 
 

 
 

 

 
 

 

 

Picture like on Webpath of LOBAR Pneumonia. Histo shows 

encapsulated orgs. Then you see myriads of bact/fungi/viruses as 
possibilities. What is your first choice  

 
Strep Pneumoniae!  
 

 

 

 

 

 

 

 

 

 

 



 
 

This is a lobar pneumonia in which consolidation of the entire left upper 
lobe has occurred 

 
Gram Stain of a film of sputum from a case of lobar pneumonia: Streptococcus pneumoniae 
textbookofbacteriology.net/S.pneumoniae.html 



 
Streptococcus pneumoniae Quellung (capsular swelling) reaction can be used to demonstrate the 

presence of a specific capsular type of the bacterium. 

 

textbookofbacteriology.net/S.pneumoniae.html 

Slide with megaloblastic anemia, pt looks like a B12 def. Intrinsic 

factor administered. Patient improves. What disease did he have? (Pick 
between terminal ileum deficiency and atrophic gastritis) Also, could 

there be a bug involved? Which one?  
 

He has atrophic gastritis fr. H. Pylori.  

Quick! Can you tell me what is the term for the most appearing 
number amongst a given series of number values  

 
it is called the MODE. Came up before  
 

 
hypersegmentation of megaloblastic anemia   
 

Fast! Tell me the ABCs or name three anaerobes and what is name of 
enzyme lacking which makes them vulnerable to oxidative damage?  

 
Actinomyces  

 
Bacteroides  

 



Clostridium  

 
They are missing catalase. Treat with Clinda above the diaphragm and 

Metronidazole below the diaphragm!!!  
 

 
 

You are given a case with a druggie and he has Hepatitis C. Choose 
and tell me if it is RNA/DNA/SS/DS/Helical/Square  

 
RNA, SS, LINEAR (remember that all RNA viruses are single stranded 

except Reovirus, AND the letter PCR denote the NON-ENVELOPED 
VIRUSES or P-Picorna, C-Calic, R-Reo)  

You will see this:  
 

A man comes into your office acting very strange, sticking out his 

swollen tongue, and complaining of numbness and prickling. He is a 
vegetarian. What two crucial reactions cannot occur because of the 

missing diet cofactor  
 

This is classic triad for Vit B12 deficiency. Homocysteine METHYlation 
and Methyl malonyl CoA step into TCA cycle is blocked! Ain't that 

awesome, I mean the knowledge, I feel sorry for the patient though  
 

Here is a biggie:  
 

Your patient goes for plastic surgery to look like Michael Jackson and 
he is given succinylcholine (muscle relaxant). He suffered prolonged 

respiratory paralysis and muscle paralysis afterwards! What enzyme or 
mineral is defective? (Hypomagnesium, Hypokalemia, 

Pseudocholinesterase def)  

 
It is pseudocholinesterase deficiency. Many causes, but pregnancy, 

neonates, elderly, burn victims, pesticide poisoning, can be presented 
by the Boards  

 
Banana-split question! A patient presents with epigastric symptoms 

and melena.. You should pick PUD or peptic ulcer disease (this disease 
is everywhere, like air), BUT there is a secondary! Labs rule out 

H.Pylori (most common). What is the next HUGE cause?  
 

Chronic NSAID use. Man, I had to do so many anal exams for this 
(checking for bleeding with those little Heme cards). They call it the M-

3 student consult.  



Wow this a biggie fry with a biggie drink question:  

 
You have a patient with a description of allergic rhinitis (some 50 

million Americans suffer this, you will see this tested), and he is taking 
steroids, antihistamines, and pseudoephedrine. He is depressed and 

wants anti depressants. You pick one from 5 choices and your 
attending knocks you silly. Which one did you pick that is a no-no?  

 
 

MAO inhibitors cause hypertensive crisis. You deserved the punch.  
 

 
 

Every single person sitting for USMLE gets one of the Immune def 
questions, no exception I hear. So, you have a young patient with a 

gene defective in making myeloperoxidase, thus the cause of his 

recurrent infections. What cells are weakened, what is the MECHANISM 
LOST, what is the metal ion in MPO?  

 
(You will see this case, or DiGeorge's, SCID, etc.)  

 
The ability of the immune cells to engage in respiratory burst is cut off. 

Myeloperoxidase, MPO, catalyzes the conversion of hydrogen peroxide 
and chloride ions (Cl) into hypochlorous acid. Hypochlorous acid is 50 

times more potent in microbial killing than hydrogen peroxide.  
 

Neutrophils are weakened which contain Fe  
 

Hey, compare and contrast this oft seen lingering factoid!  
 

Case: You get another child just like the previous case with bacterial 

infections. BUT, this time you discover there is a defect in microtubules 
and phagocytics. You see severe gingivitis and oral mucosal ulceration 

PLUS albinism on the skin. Secondaries: What is the disease, what two 
bugs eat at you, and what is the first drug you reach for?  

 
Here is Chediak-Higashi disease (not too common). But you get strep 

and staph infections and you treat with Acyclovir. The KEY to this 
diagnosis is the mouth stuff and hypopigmentation! You start with 

Acyclovir THEN give the missing globulins through IV because Chediak 
Higashi is an IMMUNE DISEASE and Acyclovir boosts the recovery 

while fighting the viruses. The globins you transfuse will address the 
Staph and Strep. OK?  

 



 

 
IMPOSSIBLE ODDS, but, look...  

 
Still in your peds rotation, your next patient comes in with recurrent 

bronchpulmonary, bacterial, neurologic disease, thymus aplasia, 
telangiectasias, growth retardation, and impaired organ mutation, and 

is walking funny and waddling. What are you looking at NOW?  
 

HERE,  
 

you are looking at Ataxia telangiectasia, where both the T and B cells 
are busted. The alpha fetoprotein levels are always elevated, and they 

key finding is ATAXIA!  
 

 

OOHHMIGOSH!  
 

ANOTHER, would you believe, child, younger this time, 2 years old 
walks in, again with recurrent bacterial, fungal, infections. His mom 

say he suffers often from candida. And you note he has IL-2 def, poss. 
reticular or ZAP-70 gene def. Your attending walks in and says he will 

suffer from PCP and Herpes. She (attending) asks you to write a 
prescription for .... ???? What disease? What med?  

 
This unfortunate child has Severe combined immunodeficiency or 

SCID. They usually die by age 2 from PCP. You must prophylaxis with 
TMP-Sulfmethoxazole. Consider IV globin transfusion if counts stay 

low.  
YOU are starting to hear TWILIGHT ZONE MUSIC BECAUSE....  

 

YET ANOTHER CHILD comes into your peds clinic with an immune def. 
But this time, the child is hyperreflexic on exam, has abnormal facies, 

congenital heart disease, hypocalcemia on labs, and increased 
susceptibility to infections. A radiograph shows he has no thymus! 

What do you tell your chief? What do you prescribe?  
 

This child has DiGeorge's Disease or thymic aplasia. His 3rd and 4th 
arch failed to develop. This concept is a favorite of NBME. Including 

considering marrow transfusion, you must prescribe Calcium salts and 
Vit D!!!!  

 
106. Fiddlesticks, just when you thought you were free,  

 



ANOTHER child walks in with his mom with another immune 

deficiency. (I keep on with rhymes, he-he-he). Here he is 4 years old, 
with recurrent otitis media, eczema, and thrombocytopenia from Strep 

pneumoniae. AND, he bleeds a lot. His IgM is low. Your attending and 
chief are wondering if you are able to distinguish all these immune def. 

diseases. Will you get an honors grade(Name disease)? What will you 
treat with? What is mech that is broken?  

 
He has X-LINKED Wiskott-Aldrich syndrome. This is often confused 

with the others and Bruton's on exams..hint, hint. But remember the 
tendency to get attacks from capule bugs like Strep, with otitis, 

eczema , and BLEEDING. The key is LOW IgM, High IgA,and the 
bleeding. IgM response curtailed. He is not nearly as bad as SCID 

case, and you must give him amoxicillin (there are a lot of options 
here, like you can give ceftriaxone too) plus globins.  

 

FOR ALL OF THESE IMMUNO CASES STAY AWAY FROM LIVE 
VACCINES. The NBME will ask you this, if not now, then later, if not 

later, then someone will ask you.......  
 

 
 

107. Oh no mate! Another ONE! BUT YOU HAVE TO KEEP GOING! 
EVERY TEST WILL HAVE ONE OR MORE OF THESE DISEASES BECAUSE 

YOU CANNOT AFFORD TO MISS THEM. IT AIN"T JUST ANOTHER COLD 
BABY.  

 
This boy has low IgG and presents like WAS syndrome with continued 

bacterial infections, diarrhea. And you find out this is X-linked too! In 
the absence of functional Btk, mature B cells expressing surface 

immunoglobulin and the marker CD19 are few to absent. What 

disease?  
 

Here is the first immune def. described by Dr. Bruton. So similar to 
WAS syndrome, but WAS boys will BLEED. OK? Get them straight in 

your head!!! IT IS HARD!  
 

 
108. This is just a day that won't end! Another child, this time let's 

make it a GIRL, comes in with OF COURSE, an immune deficiency with 
bacterial and fungal infections. HOWEVER, the NBME has to give up 

some info (er...I mean the girl's features do I mean..). {This 
knowledge is good to know for life of course, not just a test}.  

 



Soo...you note that all the immune def. choices are mixing but you see 

her presenting with lymphadenopathy, hepatosplenomegaly, growth 
failure, and stigmata of chronic skin infections. Your fellow med 

student (star student) whispers something about def. w/ phagocytes. 
TWO distinct hints. AND culture comes back and she has Aspergillus. 

TELL YOUR ATTENDING WITH CONFID ENCE......!?????  
 

This is Chronic Granulomatous Disease. This is marked by the 
granulomas (skin stuff) and key words phagocyte def. and Aspergillus 

infection. Are you getting it all down. YOU HAVE TO IN ORDER TO 
PASS. All the immune def. will be among answer choices, they differ so 

slightly. Master them!  
 

The clock is approaching 5:30, AND the nurse squeezes in another 
patient and whaddaknow, he has immune def. with recurrent bacterial 

sinopulmonary infections. The NBME, er, I mean attending starts 

pimping you with choices...but you note that the patient is OLDER, 
LESS SYMPTOMATIC (i.e. less severe disease), and complains of GI 

symptoms too like diarrhea. What words are coming out of your 
mouth?  

This is the OH SO COMMON IgAD or Immunoglobulin A def. Many stay 
asymptomatic, IgG and Neutrophil levels could be normal. Give 

antibiotics....Confused yet? I hope not, I hope I gave you cues to 
distinguish the diseases  

 
 

 
As an aside, I spoke to 100 people and they all scream back, KNOW 

ENDOCRINE!}  
 

Soo...........  

 
Now it is 5:00 pm. You are beat, but happily this time your patient is 

not an immune def. case. BUT, you rub your eyes because standing in 
front of you are 3 answer choices..errr, i mean fraternal triplets (listen 

I am tired, I have not slept yet)...  
 

LISTEN CLOSE, THEY ALL HAVE systemic symptoms such as weakness, 
fatigue, malaise, and fever low-grade, two have neck pain, one does 

not. Physical exam shows hypothyroidism. But here is the concept that 
comes again again again again:  

 
Child A has hypothyroidism, neck pain, and fever chills and dysphagia  

 



Child B has hypothyroidism, neck pain, and sort of looks a little like he 

was hyperthyroid last week from history  
 

Child C is shorter and his neck is NOT tender and gets constipation a 
lot  

 
SUPER CONCEPT: Who has what??????????????????? A must know!!  

 
 

 
Child A has ACUTE THYROIDITIS (bacterial) so you must manage 

aggressively with antibiotics (penicillin G is DOC)  
 

Child B has SUBACUTE THYROIDITIS (viral) so you just give aspirin 
and return visit. (KEY!!, HYPER, then HYPOthyroid features)  

 

Child C has AUTOIMMUNE THYROIDITIS. This is bad because it is a 
life-long condition. Treat with levothyroxine.  

 
THIS QUESTION WAS WORDED VERY ODDLY, BUT YOU WILL REGRET 

IT IF YOU DON'T TAKE HOME THE CONCEPT!!!!  
 

as to the HY Concept 110, consider that...  
 

 
someone I knew said they had to distinguish the hypothyroiders (I did 

not say it, but you KNOW TSH is high right), and then, he was given a 
series  

of graphs pointing to thyroid levels. Recall Subacute thyroiditis can 
start with HYPER then HYPO thyroidism. The NBME likes to ask things 

in a scary way that makes you forget everything, even your own name 

during the exam. HOLD YOUR WITS. YOU KNOW MORE THAN YOU 
THINK  

 
What MAJOR MAJOR drug other than trimethoprim blocks the loved 

enzyme dihydrofolate reductase?  
 

 
Methotrexate:  

 
KNOW you often use it for rheumatoid arthritis, hydatiform mole, 

leukemias and it works its magic in the synthesis phase, stopping 
thymidine (thymidineless death) and blocks protein synthesis. As I 

mentioned, I AM NOT REPEATING "EXAM CONTENT" but know that the 



NBME will give you a picture and ask you to POINT to where 

methotrexate works its magic. They like doing that. Last year, I wish 
someone told me just how the NBME likes us to understand stuff. No 

one told me. Now I want to lift others up.  
 

AGAIN BEING VAGUE AFTER AZSKEPTIC's warning...  
 

I think that is ridiculous to say that I am disseminating material with 
all due respect to AZSKEPTIC. Like I said, there is a purpose to this 

very very hard test. There are trillions are pieces of info, and you 
HAVE to pick and choose. But the NBME needs to know that you are 

not going to come to the US and kill people, soooo..... I relay the 
concepts like "Don't give ACE inhibitors to a pregnant woman". This is 

SURE to be on the USMLE Step 1,2,3, but am I breaking a RULE to tell 
people this VITAL piece of info? I am giving out "exam content" in the 

sense that I am relaying that IL-5 revs UP IgA and IL-6 (like IL-1) revs 

up the acute phase response...BUT THESE ARE the BASICS that NBME 
wants US doctors to master. That is why if I recall from my test a case 

of a drug overdose and how to treat it, I FEEL COMPELLED to say it on 
this board in such a way that does not violate copyright laws or "giving 

out answers". Because....every doctor in the world SHOULD know what 
drug a person probably took based on his or her symptoms and how to 

treat them. I encourage everyone to share the concepts after their 
exams. The NBME should not mind unless I tell everyone that "if you 

get test version KX-115 then the answer to #1 is B, #2 is A, #3 is E, 
etc." But to share knowledge that the difference between ALS and 

multiple sclerosis is that ALS has no sensory deficits, well that is just 
making everyone wiser and better doctors. What do you guys believe?  

 
Anyhow, let truth reign! Let's say a patient comes into your office at 

6:00 pm, my my, and he has vertigo and remarks that he has 

difficulty with taste and swallowing. Before you give a prescription for 
antivert, is this a dysfunction of the vestibular apparatus of the inner 

ear? Or is it a brain stem issue? If it is a brain stem issue, what two 
nuclei and nerves are involved  

 
Tricky case. Because vertigo has many causes, note the DIFFICULTY 

with taste and swallowing. This pushes up the suspicion of a lesion to 
the nucleus solitarius and ambiguus with nerves 7,9, and 10 also 

lesioned. AND for the cherry, we see that all the time with a 
POSTERIOR INFERIOR CEREBELLAR ARTERY stroke which supplies that 

area! See?  
 

SO, don't just send them home with antivert and a reminder slip for a 



return 3 month visit!! (This IS USMLE MATERIAL, but a MUST KNOW 

FOR LIFE!) IF we avoid all discussion and thought of USMLE material, 
what is the USE  

 
 

 
DRAT! AGAIN...to BE VAGUE....  

 
KEY KEY KEY point. if a patient has no pupillary reaction to light shined 

on the right side but there is a reaction to light in both eyes, when 
light is shined on the left. The lesion is what? NOW I change the 

patient so there is pupil rxn to light on only the right side, when light 
is shined in either eye. NOW, where is the lesion?  

 
ABSOLUTELY USMLE BEGS FOR YOU TO UNDERSTAND THIS. IT WILL 

BE ON YOUR TEST, IN YOUR LIFE, IN YOUR PRACTICE, IN HUMANITY 

FOREVER....  
 

For the first patient, the lesion is the right CN2. For the second, the 
lesion is left CN3. KNOW IT!  

 
 

NEURO IS PRIZED LIKE A CHILD FOR THE NBME... so,  
 

Say your pt comes in and you touch both her corneas one at a time 
with a q-tip, and you note that ONLY the LEFT eye blinks, then which 

cranial nerve is activated?  
 

KEY TO THE CITY point!  
 

Right CN7 (NOT THE LEFT ONE, common mistake)  

 
 

will try to be vague so I don't anger azskeptic or NBME, without 
peeking, what drug blocks out enzyme dihydrofolate reductase!!??? 

(This is NBME's 10 ten list of favorite enzymes)  
 

Trimethoprim blocks it. NOW FOR THE NEXT QUESTION...  
 

Here is a King Kong Koncept!  
 

Two patients walk into your office. Listen close.  
 

Patient A has a stroke in motor cortex that lesions UMN tract to central 



facial n.  

 
Patient B went on a camping trip and has a lesion to the LMN CN VII.  

 
Tell me how each patient will present on physical exams...  

 
Patient A will have CONTRALATERAL, and LOWER QUADRANT 

paralysis.  
 

Patient B will have same side Bell's Palsy features (can't smile and 
may drool on affected side)  

 
PROMISE ME that you will know this for LIFE for your PATIENTS' 

HEALTH! because tx are distinct! Review neuro pictures, it will be 
clear.  

 

 
 

 
Presenting the GODZILLA of concepts:  

 
Now it is 6:30 in your peds clinic (and you are wondering if you are 

actually in a surgery rotation), and the nurse brings in a 15 year old 
boy with "fatty" thick calf muscles. The child trips on a toy and 

strangely uses his proximal muscles to assist in standing....  
 

Ahh...you are thinking Duchenne's (gave it away), BUT WAIT, your 
attending says NO! What is the disease and what is the defective 

protein? And what are the labs? Crucial...crucial... What is the only 
drug with known effectiveness for his condition?????  

 

 
The disease is Becker's, a milder form of progressive muscular 

dystrophy.  
 

The defective protein is DYSTROPHIN!  
 

The labs show elevated CPK!  
 

The ONLY drug with current known effectiveness is prednisolone.  
 

BAD, BAD, disease. Treat well....and be sincere.  
 

To avoid angering AZSKEPTIC, I will make my concepts less and less 



sharp and more vague and fuzzy so that I can still feel I am helping 

and yet not feel worried that powers greater than me will get 
upset...even though I cannot imagine why...but then then again, the 

world is MAD...sometimes...  
OOOHHH!! What is bigger and stronger than King Kong or Godzilla. 

Maybe that new Transformers Robot. This concept is at least that big!  
 

Anemias, SO COMMON, SO TESTED, SO SEEN, SO DIFFICULT ON 
EXAMS...SO DON'T NEGLECT...  

 
You see a female with a blood smear with RBCs small n'round, physical 

is anemia, hyperbilirubinemia, and abnormal results on the osmotic 
fragility test. OK OK she has hereditary spherocytosis (so common in 

clinics). But of course, you need to know:  
 

1) What protein is defective?  

 
2) What is the inheritance pattern?  

 
3) What are the main two complications?  

 
4) Surgical treatment?  

 
5) What do you, an intern prescribe to them?  

 
KNOW IT AS YOUR LIFE DEPENDED ON IT!  

 
1) spectrin  

 
2) AD inheritance  

 

3) cholecystitis and aplastic anemia  
 

4) Splenectomy  
 

5) They need folic acid!  
 

What's next, yes, the MECA-Godzilla or maybe Mothra of Concepts:  
 

Another patient comes in weak with signs pointing to anemia. You take 
a blood smear and whoa! cytopenia...blast cells, reticulocytes, sparse 

RBCs. And you know this is not autoimmune because it is recent. Hold 
it...she mentions she had a gonorrheal infection and is on a med. OH 

YES! OK, so what is the disease, name of the med she is on AND what 



will be the name of the med you give her as you transfuse bone 

marrow!?!?!  
 

 
 

 
Chloramphenicol is the drug she is on that caused aplastic anemia. 

AND you can give cyclosporine or a steroid along with her transfusion. 
REMEMBER, aplastic anemia has many causes so be careful. Benzene, 

pregnancy, CMV, HIV, EBV, and autoimmune causes are all to be 
considered  

 
 

 
 

Can we do it over Godzilla? Yes, here is the Pillsbury Dough Boy of 

Concepts:  
 

An African American male comes into your office with signs of very 
very mild anemia, almost no symptoms, a little jaundice. His main 

complaint--a UTI. Your senior hints this is the most common enzyme 
pathology. A smear shows Heinz bodies (review please). Now your 

senior starts a pimping away.  
 

1) What is his disease?  
 

2) Why is it so prevalent?  
 

3) What does the enzyme catalyze? What is the end product?  
 

4) You grab some sulfamide and nitrofurantoin to treat his Urinary 

Tract Infection and your attending smacks you on the other side of the 
face that she missed before. Why was she so upset with you?  

 
1) G6PD Deficiency  

 
2) It confers protection against malaria  

 
3) The G6PD enzyme catalyzes the oxidation of glucose-6-phosphate 

to 6-phosphogluconate while concomitantly reducing the oxidized form 
of nicotinamide adenine dinucleotide phosphate (NADP+) to 

nicotinamide adenine dinucleotide phosphate (NADPH). NADPH, a 
required cofactor in many biosynthetic reactions, maintains glutathione 

in its reduced form. RBCs need NADPH to protect itself against 



oxidative stresses. (Long winded explanation, but you have to know 

it., sorry).  
 

4) You cannot give an oxidizing agent like primaquine, choroquine, or 
a sulfa drug, or nitrofurantoin to a patient with G6PD def. Their RBC 

will hemolyse and you will lose your license and your attending will 
lose her's and your hospital will close and turn into an apartment 

complex.  
 

 
 

 
Case: an elderly psych patient of yours complains of arrhymias, what 

drug is she on? (amitriptyline or thioridazine or lithium or olanzapine?)  
 

she's on amitrypyline, a tri cyclic antidepressant. (OTHER tricyclics are 

imipramine and nortriptyline.  
 

Bad side effect: arrhythmias. Review MOA.  
 

 
Another elderly psych patient comes to your office with complaints of 

colds and a peripheral smear shows low WBCs, what drug caused this? 
MOST LIKELY one..Secondaries: which two receptors does it block  

 
Clozapine, blocks 5HT-2 and dopamine. Causes leukopenia.  

 
 

Yet another elderly psych patient comes into your office this time with 
constipation and rigid muscles and (hint other antimuscarinic sym). He 

was given a med FOR an ACUTE psych episode where he shouted and 

hit others. What is the drug? 2nd: Receptor/MOA? And Name at least 
two other drugs in this family  

 
 

Answer: He is on Haloperidol (used for Positive symp, in ACUTE 
cases), the drug blocks D2 receptors, and fluphenazine and 

thioridazine are within this family named NEUROLEPTICS,  
 

assoc of course too tardive dyskinesia!  
 

 
 

(these are different from the atypicals, make sure you know the 



atypicals are risperidone, but also clozapine and olanzapine--neg 

symptoms controlled more, diff receptors involved)  
An M&M candy question:  

Woman walks in with chronically sore right knee. She is neg. on labs 
for rheumatoid factor. Under microscope, you see crystals appearing 

shorter and often rhomboidal. Under a polarizing filter, crystals do not 
change color depending upon their alignment relative to the direction 

of the red compensator.  
 

What on earth does she have and what is the name of the crystals 
deposited!  

 
Answer IS NOT rheumatoid arthritis or gout, BUT, the answer is 

pseudogout, and you see calcium pyrophosphate crystals as ooposede 
to birefringent needle crystals in gout! P=Pseudo=Positively 

birefringent  

 
 

an M&M peanut candy question:  
Next a child enters your clinic with chronic diarrhea and fatty stools. A 

younger med student asks you if he has Cystic Fibrosis, Giardia, or 
Ulcerative Colitis, or Chron's. But, YOU go further and order labs. They 

come back with weird D-xylose test, anti-IgA antibodies, B-cells in the 
lamina propia  

 
You go Hoorah because you know:  

 
1) Disease  

 
2) Etiology (viral/immune/etc)  

 

3) is there a specific substance or drug he should take or avoid?  
 

1) He has Celiac sprue  
 

2) Autoimmune/hereditary/Europe  
 

3) Avoid gliadin wheat in diet  
 

 
 

 
An OVERSIZED CANDY question (BIG FAVORITE)  

 



Next, you have a older African American male who comes in with 

chronic CHF and began a new medication. But he suddenly one 
morning found his left foot joints swollen and so tender even the 

weight of the bedsheets are so painful! (BIG HINT COMING). Labs 
come back and you see crystals with needle shapes (shown a pic), (-) 

birefring...  
 

But NOT SO FAST, THIS IS USMLE!  
 

1) Tell me the likely med he was on and at least two other meds which 
could cause this condition.  

 
2) What is the short term and LONG term treatment?  

 
3) MOA (Mech of Action) of disease?  

 

4) What compound builds up?  
 

5) What foods should he avoid?  
 

6) Bonus Biggie: He had a great grandfather who had similar 
symptoms but was mildly retarded and scratched himself like crazy! 

Dx?  
 

) Thiazide diuretics, Cyclosporine, Nicotinic Acid and a LONG LONG list 
can do this.  

 
2) Colchicine short term/and Indomethacin and Allopurinol long term  

 
3) Uric acid precipitates from supersaturated extracellular (ie, 

synovial) fluid. The resulting crystals stimulate phagocytosis by 

neutrophils and initiation of the inflammatory cascade. OUCH.  
 

4) PRPP  
 

5) (Purine rich foods (especially of anchovies, sardines, sweetbread, 
kidney, liver, meat extracts)  

 
6) Lesch-Nyhan syndrome, (a NBME favorite)  

 
NOT IN THE FORM OF A QUESTION BUT THIS IS A LIFE POINT:  

 
People keep missing Goodpasture's and Wegner's, you know, the 

diseases with BOTH kidney damage and Lung damage. Can't discern.  



 

POINT IS THAT WITH WEGNER'S GRANULOMATOSIS LOOK FOR UPPER 
RESIRATORY SIGNS LIKE SINUSITIS TO DIFFERENTIATE ON THE 

BOARDS, ER, I MEAN CLINICS!!!!!  
 

So hard, but the reason so many friends of mine failed is because they 
could not differentiate the subtle differences of:  

 
Case; Pt comes in and says she has: Inability to eat dry food, such as 

crackers, which sticks on the roof the mouth Tongue sticking to the 
roof of the mouth She always has to be putting a glass of water on 

their bed stand to drink at night. She has difficulty speaking for long 
periods of time, and her eyes are dry and her right wrist is starting to 

hurt.  
HERE'S THE MONEY:  

 

1) Disease?  
 

2) Which HLA is involved?  
 

3) Drug of Choice (DOC)?  
 

4) What dx, is she at increased risk for?  
 

Answers:  
 

1) Sjogren's syndrome (they'll give choices like Reiter's, PSS, etc.)  
 

2) HLA 3  
 

3) Pilocarpine to stim. secretions! And eye drops!  

 
4) a lymphoproliferative disorder  

 
 

This one's is KEY:  
 

Next, a male patient comes in with myalgias and low back pain. He 
also has reddish (infection like) tinge on his left eye. Your subordinate 

med student yells out! "Ankylosing spondylitis!, Rheum. Arthritis!. But 
not so fast! You note that labs came back positive for HLA B27, BUT so 

did chlamydia culture!!!!!  
 

You scold your med student.  



 

1 Why? Because he had picked the wrong disease, the right one is?  
 


