Lecture 1: CAD and HTN

Case A: 45 y/o WM with BP 150/110, 5’10”, 205 pounds (moderately obese), asymptomatic with family history: father MI age 51. No smoke, but does drink alcohol (2-3 burbon/night). No exercise with high stress job. Takes ibuprofen but is not on aspirin.

What should you do?


-repeat blood pressure  


-look at eyes  


-C-V  

All of this was done, BP was about same, fundi was normal, no murmurs ascultated, no abdominal bruits

What is A/P?


-check BP regularly


-cut down alcohol


-lifestyle modifications


-exercise


-lose some weight


-Sodium restriction (CONTROVERSIAL IN WHITES BUT DO ESPECIALLY IN BLACKS)

            -RTC 6-8 weeks

Basically in management: 1st try lifestyle modifications, then try medications

Usually start with diuretic or B-blocker (cardioselective; ex. Metoprolol or atenolol)

1. Effects of B-Blockers: bradycardia, impotence

IF HAVE ASTHMA DO NOT USE B-BLOCKERS BECAUSE CAUSE BRONCHIAL: CONSTRICTION

2. Diuretics (ex. HCTZ)-Inexpensive; Side Effects: dizziness, hypokalemia

3. ACE Inhibitors: More people starting to use this drug initially (exs lisinopril; DO NOT USE CAPTOPRIL B/C DOSING IS TID); Side Effects: cough, angioedema (tongue and neck swelling)

**IF HAVE DM- DEFINITELY START OUT WITH ACE INHIBITOR (Renal Protection)

4. Angiotensin receptor blockers: does work to protect kidney disease in DM; well tolerated. Side Effects: little/no cough

5. Calcium channel blockers: (especially short-acting). WORKS BEST IN BLACKS THAN ANY OTHER DRUG CLASSES. Not a first line therapy

6. Peripheral alpha blockers: ex. Terazosin, perazosin. NOT FOR BP ALONE! USE WITH PEOPLE WITH PROSTATE PROBLEMS

7. Central alpha blockers: Clonidine but has lots of side effects including severe rebound HTN, dizzy, sedating, depression

-What is the most potent antihypertensive?  Monaxadil—used for severe HTN. A powerful vasodilator. Side Effects: causes hair growth. Need to be placed on other HTN drugs when on this med. (B-blocker needed to prevent reflex tachycardia)

Back to Case A: Patient was placed on atenolol BP 140/90. (Must get BP down more)

(If have DM with proteinuria want around 125/75). Pts Pulse is 60 (SO CANNOT GIVE MORE ATENOLOL B/C Pulse TOO LOW)

(One must max out drug before adding or trying something else-different class)

Pts fasting lipids: HDL 20 (low), LDL 190 (high). So patient was placed on statin drug for hypercholesterolemia

(WE WANT LDL BELOW 100)

Added to pts medication lisinopril. BP 130/80

-Later-

Pt comes in when 52 y/o. Was not able to lose much weight. There was hot day-had chest pain but when away. EKG was normal. Substernal pressure with no radiation relieved with rest.

What do you do now?


-Stress test (IN women-there is high false positive)

Patient was on stress test-after 4 minutes experienced chest pain. EKG revealed ST depressions in anterior leads. Took 5-10 minutes before ST segment normalized.

What are we worried about?


-LAD stenosis   (V1 & V2—septal leads, II, III, AVF—inferior leads

What do you do now? 


-CATH patient



What is the worst thing to find: “widowmaker” (left main or proximal LAD) severe stenosis 100% mortality high

Patient had 80% LAD stenosis. What do now? Stent placement

WITH ANGIOPLASTY ALONE 30% WILL RESTENOSIS

What is the goal test for CAD detection?    Arteriogram (but this is invasive)

What are some noninvasive CAD tests?    Stress Test, Thallium test (inject isotope and take images, give dye take more images), Stress ECHO

WOMEN AND HEART DISEASE: OCCURS LATER IN LIFE (POST-MENOPAUSAL). HRT AND HEART DISEASE IS CONTROVERSIAL—HERS TRIAL. NO HRT WITH H/O HEART PROBLEMS

Case B: 75 y/o WW with BP 190/80. No meds for it and is asymptomatic

What does she have?   Isolated systolic HTN—loss of compliance of Blood vessels

What med do you use to treat?  DIURETICS [thiazides] (attempt to get systolic below 160)

Case C: 40 y/o BM who hurt wrist while at work. BP 240/130. Patient always runs out of medications and has been out for 1 month. Asymptomatic. On exam: has S4 gallop (INDICATES WHAT?  Atrial kick to get more blood out of heart). EKG revealed Left ventricle Hypertrophy. CXR: cardiomegaly.

· Is there urgency to treat this patient?  NO b/c without symptoms (chest pain, etc).

· What do you do? Give clonidine to reduce BP but do not let bottom out

-What is the incidence of HTN in Blacks?  25%

-What is the incidence of HTN in whites?  15%

-One looks for secondary causes of HTN-especially if young (unless have significant family history) or develop when older 

Case D: 20 y/o WW with BP 150/100. On no birth control (this causes BP elevation). On exam had abdominal bruit

-What are you worried about?  Renal artery stenosis—Fibromuscular dysplasia

-What is the goal standard for this workup? Arteriogram

-What is usually used for workup? ACE Renogram (looking for change in blood flow on vasodilation)

½ PEOPLE WHO HAVE FIBROMUSCULAR DYSPLASIA WILL NOT HAVE ABDOMINAL BRUIT

Pheochromocytoma: screen via catecholamine and 24 hour urine screen—if positive do MRI

-What is the triad for this condition?  Headache, palpitations, sweating

-Ask about family history 

· What do you do med wise?  Place patient on alpha and beta blocker

· Is surgery curative?  YES

What is most common secondary cause of HTN?  Hyperaldosteronism (Conn’s syndrome—may be solitary or diffuse). 


-what would you see: high BP and low potassium who is not on diuretic 


how would you treat?  Give spironolactone

Case E: 65 y/o WM. BP well controlled until now.  


-What do you need to think about with this patient?  Renal Artery disease

SMOKING IS NOT A BIG RISK FACTOR FOR HTN BUT IT IS FOR CAD

Lecture #2: Heart Disease and CHF

Case A: 60 y/o WM with h/o HTN, wake up with chest discomfort. Thinks has heartburn but does not go away. Gets worse. Experiences substernal chest pain with pain down arm, etc. goes to ER via ambulance and arrives in ER 40 minutes after initial onset. BP 140/80, P 110, patient looks grey

-What do you do?

1. EKG  (shows ST elevations (tombstone pattern in v2,3,4,5,I) and ST depressions in III and AVF (see where perpendicular to infarct), also q wave dev’t V2)  What does patient have?  Anterolateral heart attack

2. Give Nitrol, Morphine

3. Give Aspirin (helps), IV beta blockers, heparin, thrombolytics like TPA or streptokinase

4. Send patient to CATH lab---HOWEVER MUST BE WITHIN FIRST 2 HOURS TO BE BENEFICIAL—Angioplasty to place stent

-When do you NOT give thrombolytics?  If patient has GI blooed, intracranial bleeding, or if had CPR before coming into ER (trauma)

-One can use thrombolytics for up to 12 hours after onset of symptoms

-What is the mortality for AMI?  6 %

-What do patients usually first die of?  Ventricular arrythymias

-Let’s say that the patient had no ST elevations-what would the protocol be? See handout
-Glycoprotein IIbIIIa blockers what do they do? They block final common pathway of platelet aggregation-should be used in some circumstances

-One needs to follow patients with serial EKG

-What does Q wave represent?  Dead heart

Let’s say that a patient comes in 1 hour afterwards having substernal chest pain but is doing okay. He has acute SOB and a harsh systolic murmur


-What does the systolic murmur represent? Possible for any of following:  

               papillary mm tear, pericardial friction rub

-Patient can develop aneurysms from septal ruptures

-What is the biggest prognostic factor for AMI?  Degree of left ventricle damage

-After patient has had MI what do you do?


1.Place patient on beta blocker


2.patient to take baby aspirin

-If one is going to have a heart attack, what type is the best to have?  Inferior



-Where would you see ST elevations in this patient (II,III,AVF)

Case B: 70 y/o WF with ejection fraction of 25% stopped taking meds 6 months ago. Has edema and S3 gallop and crackles in chest.


-What does ejection fraction represent? How much % blood is pumped out of heart (normal is 60%)


-How would you manage patient?

a. give Lasix

b. start patient on ACE inhibitor (more blood flow to kidney)

c. if no better on ACE, give beta blocker

NYHA classifications  for heart failure:

I-asymptomatic

II-chest discomfort with marked exertion

III-chest discomfort with minimal exertion

IV-discomfort at rest

ACE INHIBITOR AND HEART FAILURE PATIENTS BENEFICIAL!!!

So patient is in heart failure with ejection fraction less than 40%


1.start ACE inhibitor


2.no better, add diuretic


3. no better, add beta blocker (beta blocker helps b/c it lowers oxygen requirements of the heart)

4.no better, add spironolactone-a potassium sparing diuretic (side effects: hyperkalemia, gynecomastia)

What are some causes of CHF?

a. ischemia

b. cardiomyopathy (if idiopathic-had viral infection most likely coxsacckievirus; if dilated-alcoholism related)

c. Aortic stenosis

d. HTN (hypertrophic cardiomyopathy)

e. Hyperthyroidism

-Kidney and CHF: kidney retains sodium and water leading to pulmonary edema

-What is a cause of pure right heart failure? Left heart failure

-How does one assess left ventricular function? ECHO, MUGA 

-What is CHF due to diastolic dysfunction?  Loss of compliance-canot get enough blood out of ventricles because of inability to fill; ventricles get thick and stiff. One would have symptoms of CHF but ejection fraction would be normal

-What are the benefits of Vitamin E and heart disease?  There is no evidence that it is beneficial!

-Hyperlipidemia and CHF: Hyperlipidemia has not been aggreesively treated, but should. Anyone with risk factors needs LDL less than 130; if have DM needs to be below 100.


-What is the mainstay of treatment for hyperlipidemia? Statin drugs!



-How do you monitor statin drugs? B/c can cause liver dysfunction-must monitor via LFT. Statin drugs can cause myopathies where one would see high CK levels. Statin drugs are expensive!!!


-Which statin drug is most potent?  Lipitor (atorvastatin)


-Can one actually manage hyperlipidemia via diet? If minimal yes, but usually not


-Women have higher HDL levels

EKG notes: V1 look for p waves


        How to tell if axis is normal: if leads I and AVF-if QRS is mostly positive-then axis is normal


       Rate: 300,150,100,75,60,50,43 (300/# lines between r waves) if regular


-P waves are normally upright in lead II and inverted in AVR; IF NOT THEN ECTOPIC


-From V1 to V6-if R wave is not growing called poor r wave progression and can signify a significant infarct


-what is an inverted U a sign of? Ischemia (not commonly seen)


-a normal PR interval is no longer than 200 msec (0.2)


-Ventricular depolarization is normal from LEFT TO RIGHT

Lecture #3: Arrhythmias, Valvular Diseases, Pericarditis

 Cardiac arrhythmias
-symptoms seen: syncope (without aura), Palpitations, chest pain

-diagnose?  EKG, Holter monitoring (if frequent symptoms), exercise testing, cardiac event monitoring 

-Carotid disease does not really cause dizziness, wooziness

-What are 2 mechanisms by which generate arrhythmias?


1.Disorder of Impulse formation (problems with SA node)—ex. Sick Sinus Syndrome (see in elderly, episodes of tachycardia and bradycardia)


2.Problem of conduction (more common) (problems with AV node,ect)—ex. Lead to heart blocks

-What is the mechanism for a tachycardic arrhythmia?  Reentry problem

-60 y/o WM with no past medical h/o BP 110/60, pulse 84. Patient was SOB with exertion and now at rest. Cannot lie flat in bed. No edema, no chest pain, no palpitations. On exam: crackles in lung and irregularly irregular pulse. EKG shows no p waves for every QRS 


-what does patient have?  Afib  (patient is not able to pump enough blood out of heart)


-What do you do?

a. control heart rate: diltiazem drip for right ventricular rhythym

b. look for causes of Afib: was it a heart attack, hyperthyroidism, ECHO (LVEF was found to be 30%)

-What is the chance of cardioversion for this patient? Not good but it depends on duration (how long) patient has had Afib


-If afib is not stable—DEFIBRILLATE!


-Anticoagulation and Afib—usually done if patient is older than 65 and/or has risk factors (SOB, chest pain, edema, etc)—place patient on warfarin and make sure INR is between 2&3 (INR is a standardization used between hospitals)

Atrial Flutter:

-What is the pattern?  Sawtooth pattern

-atrial rate is about 300; ventricular rate of 150 (so 2:1)

-can be seen with moderate heart disease

-what is treatment?  Diltiazem or digitoxin

sVT (supra ventricular tachycardia):

-ex: pt is SOB, has okay BP and is young

-EKG: QRS normal, regular (can have wide QRS but usually is normal); no P waves

-What do you do?  Carotid massage, Valseava maneuver

-If stable, how do you treat patient?  Give Adenosine

-What is best workup for this type of patient? EP (electrophysiologic studies)-takes about 1 day to do-can identify where reentry is!

VTach (ventricular tachycardia):

-pulseless

-wide QRS

-start ACLS protocol ASAP!!!

-it would indicate to do EP study on this patient if survived

-side: implantable defibrillator have been shown to be beneficial but are very expensive ($50,000)

PVC (premature ventricular contraction):

-if found in people with normal hearts—not significant

-if found in people with heart disease—more associated with producing a life-threatening arrhythmia

AV Blocks:

Increased PR intervals—greater than 0.2 sec (200msec)

1st degree block: increased PR interval



-No big deal, no need for treatment

2nd degree block:


Type I (Weckenbach): progressive PR interval elongation and then drop P wave. 






-Treat via pacemaker placement


Type II (Mobitz Type II): PR interval same and then drop a beat





-more commonly seen and more dangerous than type I

3rd degree block: no correlation between P and QRS. Rate is 30-40 (marked bradycardia)





-Pacemaker would definitely need to be placed in patient

-Patient who on EKG shows short PR interval (actually it is a delta wave) and slurring of QRS.  What does patient have? Wolff-Parkinson-White

-Torsades des pointes:


-Name a cause? Quinidine


-associated with a prolonged QT interval

-82 y/o WF with h/o HTN who comes in before having hip surgery. No symptoms. On exam has III/VI systolic murmur on right sternal border that radiates to neck. Patient becomes SOB at times and woozy. EKG shows left ventricle hypertrophy and on CXR shows cardiomegaly.  Has ECHO shows what?  Aortic stenosis (moderate-to-severe)


-should patient have hip surgery first?  NO need valve replaced (aortic valve)


-Which type should be used?

a. **prosthetic: b/c does not last as long, no need for lifetime anticoagulation

b. Mechanical: use in younger patient, will last longer but lifetime anticoagulation

-What is the triad for aortic stenosis: chest pain, SOB (heart failure signs), syncope


Who is likely to develop aortic stenosis:  congenital! (bicuspid aortic valve)

Diastolic Murmurs:

ARMS  (aortic regurgitation and mitral stenosis)

AR: diastolic murmur, water hammer pulse, head bobbing, wide pulse pressure. 

MS: hardly ever see anymore because was strongly associated with what?  Rheumatic fever.  Harsh diastolic murmur with radiation to axilla

Mitral Valve Prolapse:

-mid-systolic click

-found in young women

-there is really no significance even when have symptoms (chest pain, dizziness, palpitations)

-DO ECHO on patient

-how can be treated?  Give patient beta blocker

Bacterial Endocarditis:

-who do you treat?  Anybody with abnormal valves

-who are really at risk?  Patients with prosthetic valves

Pericarditis:

-anything can cause it

-what is the classical sign?  Pericardial friction rub

-what would EKG show?  ST elevations in ALL LEADS

Cardiac Tamponade:

-distant heart sounds, low voltage QRS, and heart failure symptoms (SOB, chest discomfort, edema, etc)

Peripheral Vascular disease:  very prominent in DM uncontrolled

-claudication:  pain in calf with exercise, relieved with rest. Cool extremities.  MAKE SURE DO ABI (ankle brachial indexes) IN THESE PATIENTS!!!

Lecture #4: Acute GI bleeding and peptic ulcer disease

Case: 30 y/o surgery resident, WM with epigastric pain. Normal vitals and not tachycardic. Pain described as burning with no radiation to the back. Food has no effect.  Has had for weeks and has gotten more severe. H2 antagonists has helped transiently. No stool change no blood noted. No reflex symptoms. Nausea, but no vomiting. Has decreased appetite. Is on no NSAIDS. Patient drinks a “few beers” now and then and is a smoker. Has had no problems before. On exam: tender in epigastrium without rebound. Guaiac stool is negative. Patient is hemodynamically stable.


-what do you do? SCOPE  (however, patient refuses this)




    Check for H. pylori infection 

a.Urea Breath Test (feed pt. Labeled foods and measure urea exhaled)

b.Blood (Serum antibody)

c.Biopsy (via endoscope)

      
-patient was found to have high titer H. pylori



-how would treat? PPI  (have page given that lists possible regimens)


-if have scoped patient, would most likely have found ulcers

-Duodenal ulcers are usually better with eating

-Duodenal ulcers and H. pylori associated: >95%

-Gastric ulcers and H. pylori associated: >70%

-If test anyone over the age of 50, would find a carrier rate for H. pylori of over 50%

-ALCOHOL IS NOT A RISK FACTOR FOR ULCERS BUT IS FOR GASTRITIS

*-Zollinger-Ellinson  (ZE) syndrome and acid secretion association!

-Stresss is questionably associated with ulcers

-Acid secretion is really not associated with ulcers except in patients with ZE

-NSAIDS!! STRONG ASSOCIATION! ALL ULCERS ARE NOT DUE TO NSAIDS

-chronic h2-antagonists (ex. Cimetidine) should not be used for “h/o ulcers”

Non-ulcer dyspepsia:


Very common (found in 5-10% of all cases)


Have typical pain but do not find ulcers


It is the “upper GI equivalent of irritable bowel”


PPI no help


No effect with eradication of H. pylori

Case: 70 y/o WF is dwindling. Has baseline dementia. Nausea, anorexia. No epigastric pain. Has been looking paler. Patient is poor historian and just “feels sick”. BP 120/70, pulse 110. She takes ketoprofen chronically. On exam: deep palpation abdomen “tender”. Positive Guaiac stool. Hct 20 (signifies acute blood loss)


-elderly patients usually present atypically


-What do you do? (Acute GI Bleed)



-Admit to ICU



-get patient hemodynamically stable

-Give fluids



-Find out if actively bleeding?  (NGT and lavage revealed initially coffe grounds but that has cleared).  SCOPE!!!

Upon scope, find huge posterior duodenal ulcer (not good-because these types are most prone to perforate). Most likely was due to chronic NSAID use. Treat with IV antibiotics. Patient should be rescoped in 6 weeks.

-What if she had rheumatoid arthritis and needed anti-inflammatory treatment. What would you do?



a.Give steroids initially possibly



b.COX-2 INHIBITORS (VIOXX, rofecoxib, etc)

-Cox-1 inhibitors: work on PG secretion on mucosal membranes in stomach

-Cox-2 inhibitors: work on inflammation on joints. So safer to work with if have ulcers. Careful in using with certain patients

-It is also possible to use PPI with NSAIDS 

-If patient had a gastric ulcer—ALWAYS BIOPSY GASTRIC ULCERS B/C OF INCIDENCE (LOW) OF CANCER (1-3%). NOT SEEN WITH DUODENAL ULCERS!

-if treat ulcers, 6 weeks is good treatment trial for therapy

-Role of Barium studies?  Marginal because of low specificity and sensitivity—go straight to SCOPE (EGD)

Case: 40 y/o WM alcoholic with hx of acute pancreatitis episodes in the past. Presents with vomiting with bright red blood. Acutely started, no pain. No retching. Still drinks heavily. Vitals: BP 90/50, P120. Has signs of end stage liver disease (spider angiomas on chest, gynecomastia, enlarged abdomen, etc). Hct 34 (acute-most likely will plummit)

-What do you do (for fluid resuscitation)?  Give Normal Saline (b/c volume    

     depleted)

-What does patient most likely have?  Acute Variceal bleed

-What do you do?

a. Call GI to scope and if present (varies), sclerose the bleeding varicies

b. IV octreotide (shuts down stomach no acid now to break up clot)

c. If above 2 don’t work and don’t know where bleeding is coming from: TIPS procedure (portocaval shunt)—mortality dismal though

-Let’s say that the bleeding is stopped, what would you suggest?

a. stop alcohol consumption (INR was 2, albumin 2.8, suggests hepatic dysfunction)

b. GIVE BETA BLOCKERS TO POSSIBLY PREVENT FUTURE VARICEAL BLEEDS (get pulse to below 60)

-ANY SCLEROTIC WITH VARIES SHOULD BE PLACED ON BETA BLOCKERS

-Peptic ulcers that bleed is usually low! But, remember, in elderly have atypical presentations!

-What are some causes of upper GI bleeding?

a. Ulcers

b. Varices

c. Mallory-Weiss Tears

d. Hemorrhagic gastritis (linked to alcohol use)

GERD:

Fairly common

Classic symptoms: substernal burning pain, bad taste in mouth, worse when lay down,  

       nocturnal cough (aspirate), hoarse.  Pregnancy is a risk factor for GERD

Reflux precautions: stay away from chocolate, peppermints, alcohol, coffee, spicy foods, meds (calcium channel blockers, TCA, anticholinergics), do not eat several hours before sleep.  Relieved: elevate head of the bed

-does patient have any evidence of dysphagia?

-If patient has severe symptoms, probably do EGD

-increased incidence of adenocarcinoma with chronic GERD (GERD to Barret’s to 

          Adenocarcinoma)

-if symptoms not worse, H2 antagonists help

-Role of Surgery for GERD: still used (to strengthen LES)

Dysphagia:

-any time drink, cough, come out of nose

if just solid foods (get stuck), THINK OF Obstruction, esophageal strictures, malignancy 

If both solid and liquids think of dysmotility (associations are scleroderma and achalasis (bird peak esophagus—lack of nerves in LES—auerbach plexus). Also can think of esophageal spasms—can mimic chest pain.


Lecture #5: Hepatitis, Cirrhosis, Biliary Tract Disease

Case: 30 y/o WM who states that he is “turning ill”. BP okay, VS normal. T 100F. Patient is visibly jaundiced. On no medications and no over-the-counter meds. States that his urine is dark and that he turned yellow yesterday. Has never happened before. Had gone to New Orleans a few weeks ago and had eaten raw oysters-afterwards felt like had viral infection, fever, nausea, joint pain. Then yellow. Sexual history-stable, monogamous relationship. No IV drug use. No alcohol. Takes multivitamin. On exam: jaundice (look at patient in natural light and look at eyes and under the tongue). Liver is 2-3 cm below costal margin and is tender. No splenomegaly, no spider angiomas, no gynecomastia.

-What do you order?  Liver function tests (a misnomer because if check liver function would check PT, albumin; AST and ALT are hepatocellular enzymes)



ALT (GPT): 2000



AST (GOT): 1500



Bilirubin: 8 (normal 3-4)



Albumin and PT re normal



CBC normal

-What is the most likely diagnosis?  Hepatitis A

-What would you order to confirm/disprove above diagnosis?  Hepatitis screen

-Hepatitis screen includes following: HbsAg,HBc,HCV,HAV



-Results: IgM+ HAV

Hepatitis A:

Transmitted via fecal-oral route

From foods (ex. Raw oysters)

Prognosis is good

Does not result in chronic liver disease

Family members and close contacts: give hepatitis A vaccine

Hepatitis A mean time and exposure: 30 days

Shed virus: 2-3 weeks (before and a little after jaundice starts)

-Places where hepatitis has a high incidence-so if go there-recommend receiving the vaccine: Central America

-Hepatitis B has a high incidence where?  Far East-China, etc.

Case: young male who is asymptomatic. Has normal history and no drug use. Heterosexual. No blood transfusions. Was told to come in because was told that he had hepatitis. He has no history of any acute illness.


-What do you do?  Check liver enzymes

Repeat hepatitis screen and if positive, do REBA screen (has high sensitivity and specificity)


-Results: HCV +; REBA +  (so has hepatitis C)

->85% will get chronic hepatitis from hepatitis C

-What do you do for this patient?   PCR (to measure virus load circulating in body)





       Is patient a candidate for treatment?


-Results: PCR viral load: >100,000 copies of virus


-Treatment: Pegylated-IFN + ribavarin (response rate is about 50%--viral load   

                                will decrease)

-About 15-20% patients with hepatitis C will proceed to cirrhosis. A vaccine for hepatitis C is really needed to be made (problems with vaccine, not discussed)

-Hepatits C and sexual transmission: 1 on 1—not high (small)






Much higher if have multiple sex partners

Hepatits B:

Big problem especially in China, Far East

It is the biggest cause of clinical liver disease (not counting alcohol)

One does not get cancer on a normal liver-it must be inflamed first or have some sort of damage first

Rate for chronic hepatitis: 10%

-With Acute Hepatitis B: HbsAg +; HBC +

-After six months, for example: HbsAg -; HBC +IgG ( a good prognosis)

-If HbsAg remains positive, one is most at risk for chronic hepatitis

-What is the risk of catching hepatitis B with needlestick from a chronic hepatitis B person ?  About 30 times higher than with person with HIV

-One does treat chronic hepatitis B with IFN but response rate is very low and IFN has   

  also side effects (make very sick: flu-like effects)

-What are some other viral causes of hepatitis?  CMV, EBV 


-Example: a young person with EBV (pharyngitis, enlarged neck lymph nodes)-can get a self-limited hepatitis

-What is the #1 cause of hepatitis?  Alcohol

-With alcoholic hepatitis, what is the AST/ALT ration?  2:1 or 3:1, or above

-What is the #2 cause of hepatitis?  Hepatitis C

-What are some other causes of hepatitis (besides viral)?

a. Wilson’s (rare-have ophthalmology do slit-lamp exam; check ceruplasmin levels)-excess copper deposition

b. Hemochromatosis (fairly common; an inherited disease especially with a positive family history; associated with bronze diabetes; transferritin saturation is greater than 45% and ferritin levels are very high; can test to see if have HFE gene; it is very treatable—how? Phlebotomy)—excess iron deposition

c. Alpha 1 Antitrypsin deficiency (see with lung problems also-emphysema, etc)

d. Celiac Sprue (patient also has diarrhea)

e. Autoimmune hepatitis (women!, check via serum proteion electrophoresis)

f. NASH (Non-alcoholic steatohepatitis) (fatty liver; who is most at risk for fatty liver? Diabetics, obesity, gastric bypass for obesity, alcoholics—treatment is to lose weight!)

g. Medications-for example statin drugs!

Primary Biliary Sclerosis:

Women

Patients complain of pruritis

Antimitochodrial antibody

Elevated alkaline phosphatase

Case: 45 y/o WM, alcoholic-actively, has fever, RUQ pain. Has no known cirrhosis. Jaundiced. Liver is tender and enlarged on examination. T 102.

Labs: CBC: WBC 30,000 with left shift

          AST 200

          ALT 100 

          Bilirubin 4.5

-If you biopsied this patient’s liver, what would you see (most likely will not do)?  

                                                         Mallory bodies

-What does this patient most likely have?  Acute Alcoholic Hepatitis


-AST and ALT are not very high but patients are usually pretty sick


-Treat?  Supportive care

Back to Case: You go check back on patient and now he is confused and still jaundiced. You check for asterixis (has it).  What is the patient now developing? 

    


Hepatic encephalopathy (see liver flap or tremor)

-What do you do now?  Check ammonia levels (are high)



-Then?  Give lactulose (causes diarrhea so can get rid of excess ammonia)




 Also can give neomycin to clean out the gut

-With this patient, a progressive deterioration can occur

Case: 19 y/o young woman who broke up with boyfriend. Took whole bottle of acetaminophen (Tylenol). Went to ER 3 hours later. Had only a few symptoms-nausea, etc.

-What do you do? NG Lavage with charcoal—to get rid of excess pills that have not been absorbed yet

-What labs do you check?  Liver enzymes: (normal)




       Acetaminophen levels (toxic range)

-How do you treat? Give acetylcysteine (sulfur stuff that replenishes glutathione—which is involved in the pathway to metabolize acetaminophen)

Back to Case: The next day you check labs: AST 6000, ALT 4000, INR 1.8  (NOTE: ONLY SEE THESE HIGH LEVELS WITH TOXICITY-SUCH AS WITH CCL4, VINYL CHLORIDE, MUSHROOM (ANALEIODPHLOIDES) POISONINGL OR WITH ACETAMINOPHEN

-How much acetaminophen is needed for toxicity? 10 grams (20 pills) but be very careful using acetaminophen with chronic alcoholics-more prone to problems b/c most likely have some liver damage already

Case: 50 y/o alcoholic with known cirrhosis who has been in before. Is on diuretics at home but does not take them! On exam: big belly, dilated abdominal veins that cause SOB. Lower extremity edema, No fever

-What do you do (procedures)?  Pericentesis (quite safe)—can take up to 8-10 L off of  

abdomen



     -It is not needed to give IV albumin



    -need to worry about infection-so when drain fluid take some of it to    

                             labs for culture

-What do you do for patient?  Place back on diuretics, specifically spironolactone (because aldosterone levels are high in these patients) and Lasix.  Also sodium restriction!

-TIPS (porto-caval shunt) is beneficial in patients with refractory ascites!!!!!

Case: 43 y/o whie woman with Nausea and vomiting. 5’3”, weight 250 pounds. Food brings it on. Physical exam is normal. No Murphy sign (pressure over gallbladder and then let patient breath, if have pain, then positive)

-What do you do?  Ultrasound of Gallbladder (findings: gallbladder is filled with stones)

-What do you do now?  Call Surgery to schedule laparascopy –cholecystectomy

-NOTE: PEOPLE WITH DIABETES AND SICKLE CELL DISEASE WITH GALLSTONES SHOULD ELECT TO HAVE CHOLECYSTECTOMY TO PREVENT POSSIBLE PROBLEMS IN THE FUTURE

-Gallstones: What are the 4 F’s: Fat, Forty, Flatulence, Female

Acute Cholecystitis

Patients will come in sick, febrile

HIDA scan: images gallbladder with isotope-if gallbladder does not absorb isotope-can have complete obstruction of duct

ERCP: go in and get into ducts and if see stones, can take out with scope—however, can cause acute pancreatitis

BILIRUBIN, ALKALINE PHOSPHATASE, AND GGT ARE MORE OBSTRUCTIVE ENZYMES (CAN ALSO BE ELEVATED IN HEPATIC CANCER AND HEPATITIS A)

Lecture #6: IBD, Irritable bowel disease, diverticular disease, and Pancreatitis

Case: 70 y/o WF with abdominal pain. T 102 F. BP 130/80. P 100. Insidious onset. Now has constant LLQ pain. Does not drink or use IV drugs. No bloody stools, but stools are somewhat loose. Defecation does not affect pain. Does not eat any fiber in diet. Patient had a total hysterectomy. She has had similar episodes in the past few years but had always went away. States that strawberries and anything with seeds makes it worse. On exam: febrile with tender LLQ no rebound, no mass.

-What do we do?


Labs: CBC, BMP  (WBC 18000 with left shift; H/H okay)

-What does patient most likely have?


Diverticulitis (a consequence of her diet)

WITH DIVERTICULITIS, NO BLOODY STOOLS ARE USUALLY SEEN!!

-What do we do for this patient?

1. Admit to hospital

2. fluids

3. antibiotics (make sure to cover anaerobes and G- bacteria)

Diverticulitis and this patient:

-usually self-limited; patients get better

-no colonoscopy initially, wait until acute illness is over unless have some compelling reason to do colonoscopy

-tell patient to eat more fiber in diet (high fiber)

-has high incidence in Western world

-What is the cause? Something trapped in outpouchings-inflamed?

Let’s say a Patient has lower abdominal pain with bloody stool. What can mimic acute diverticulitis?  Ischemic Colitis

Some causes of Lower G.I. bleeding:

a. cancer

b. polyps

c. diverticular disease

d. ischemic colitis

e. hemorrhoids

f. AV Malformations (present also with iron deficiency anemia but cannot identify source of bleeding!)

Case: 20 y/o WW with nonspecific complaints-fatigue, weight loss (10 pounds in last 4-5 months), low grade fever early on. Does not look healthy. Has abdominal pain-intermittent crampy RLQ pain and diarrhea (6-8/day). No bloody stool.  No stress. No travels. Drinks city water. No one around her has been sick. Family history: 1 grandparent “bowel troubles.” Takes birth control pills and is not sexually active. Drinks 2-3 beers “now and then” and started smoking last year. On exam: does not look healthy has has tender RLQ pain ?mass.

-What do you do?


Labs: CBC, BMP (Hct 32. Normal MCV; electrolytes normal)



ESR (A MARKER FOR INFLAMMATION)  (was 70 high)

-What does patient most likely have?


Crone’s Disease (tend to have no blood in stool)

-What do you do?


Colonoscopy (reveals classic signs of crone’s-was biopsied revealed granulomas, full thickness ulcers, fistulas, skip lesions)

NOTE: SMOKING AND ULCERATIVE COLITUS: GET BETTER

SMOKING AND CRONE’S DISEASE: GET WORSE

-Pathology: gut is immunogically activated leading to inflammation (TNF implicated as cause)

-Treatment?


Steroids, 5-ASA (both for crone’s and UC—goes against TNF)

NO BILE RESECTION WITH CRONE’S BECAUSE CAN REOCCUR

-What is the hallmark of Ulcerative colitis?  Diarrhea with bloods stool. Starts at rectum then up. Treat with steroid and 5-ASA

-Risks of cancer?  Increased with UC patients; some degree increased in Crone’s Disease

THUS—GET REGULAR COLONOSCOPIES

-What is a serious complication of UC?  Toxic Megacolon

-Other extraintestinal manifestations: Bile duct disease, Sclerosing cholangitis, Pyoderma gangrenosum, arthritis

Case: 20 y/o WW with fatigue. Normal vital signs. No weight loss. Looks normal. Stool is not bloody. Has intermittent diarrhea and constipation. Stress-has new job and new boyfriend, frequent fights with parents. When patient etas—goes “straight through me”—sees mucous in stools. Some flare-ups in the past

-What does patient have?  Irritable bowel disease (a psychosocial disease)

-What do you see in these patients? Intermittent alternating constipation and diarrhea with some pain with no travel history.

-What do you do?

a. Labs (normal)

b. ESR (normal)

-Do you scope this patient?  Not necessarily

-Treat?

a. Give antidepressants (low dose amitriptyline at bedtime)

b. Reassurance

c. Increase fiber intake

d. Can try antispasmodic drugs

Case: 45 y/o BM with abdominal pain. T 99.2F BP okay P110. In severe pain is sitting forward. Vomiting. Epigastric and LUQ pain that radiates to back. Drinks alcohol-binger. Has never had before. Exam: guarding with bowel sounds.

-What does he most likely have?  Acute pancreatitis

-What do you do?

a. Labs-CBC,BMP,TG,Glucose,Amylase,Lipase (Amylase and Lipase very high)

-What do you do now?


Make patient NPO; NG tube only if no improvement with vomiting, fluids, pain meds

RANSON CRITERIA AND ACUTE PANCREATITIS-PROGNOSIS ASSOCIATION

(Age, WBC increased, Increased LFT, hypocalcemia, hypoxemia, etc…)

-Let’s say, patient is in hospital and few days later-no better.  What are you worried about?  Pseudocyst, Phlegmon


-What do you do now?  Image pancreas

Causes of acute pancreatitis?


#1. Alcohol


#2 Gallstones


-ERCP, high TG, hypercalcemia, medications-HCTZ,anti-retrovirus meds, Trauma

Chronic Pancreatitis:

-Painful

-patient needs to be on pancreatic replacements (enzymes) and pain control-because problems with malabsorption

-What is the cheapest, easiest way to determine chronic pancreatitis?  Image pancreas and look for calcifications

Case: Treating patient for sinusitis. Was placed on medication—called and started having bloody diarrhea. Was scoped and found severe cholangitis.

-What is treatment and what bug most likely trying to get rid of?



Metronidazole (C. difficile)

Acute Gastroenteritis:

-acute disease, N/V, diarrhea.

-in 24 hours, feel fine

-2 viruses implicated:  Norwalk and rotavirus (especially in kids)

Case: Patient was with family over weekend on Lake Wachita. Everyone became sick. Abdominal pain, diarrhea-no blood in stool no floaters.  Sent stool for O&P found most likely what?  Giardiasis (especially after dinking water from stream)

-Treat?  Metronidazole

Traveler’s Diarrhea:

-places seen example: Mexico

-Make sure tell patient to not drink water, nor eat fresh fruit and veges, and do not eat food from street vendors

-can give patient cipro and immodium and tell patient to take at first sign of having problems!! (not before)

-what is common cause of traveler’s diarrhea?  E. coli (toxin)-self-limited

O151H7 IS ASSOCIATED WITH HUS NOT TRAVELER’S DIARRHEA (So would see in ground beef associated problems)—people who are at risk: very young and very old—can get very sick from this!!!

Other causes of diarrhea:


a. Chronic Diarrhea: HIV, Sprue, whipple’s disease, lactose intolerance, cholera (has to do with chlorine channels)

Lecture #8: Choice of Antibiotic Therapy

Fever:

-T>100.4 F

-occurs when there is a release of cytokines by macrophages in response to something happening in the body; goes to hypothalamus to cause fever

-hyperthermia (T>106 F) is not a physiologic response

-blood culture—when to get?  Right before T spike (around 101.4 F)

-1/30 contamination risk even if everything else goes smoothly (no mistakes)

-What are some other main causes of fever beside infection?  Cancer (myeloid types-lymphoid,leukemias), autoimmune, drugs, rheumatic causes

-FUO (fever of unknown origin): 3 weeks fever of atleast 101 with a week of intense investigation and still don’t know cause

-Pelebstein Fever: Fever spikes then baseline several weeks (cycle)

-other causes that can cause fever: sequestered infections (fungal or mycobacteria), endocarditis, atelectasis, hematoma, hyperthyroidism (subacute thyroiditis)

 -When have fever, make sure ask if had any exposures (dogs, cattle, etc) and travel h/o

-Spectrum of bacteria is KEY!

-UTI and Gram Negative bacteria

-Abscesses and Anaerobes

Sequence:

1. Cover bugs that are responsible

2. pharmacokinetics of drugs

3. COST!

-Aminoglycosides and ototoxicity , nephrotoxic, and vestibular disease

Common organisms for each of following:

a. Common Acquired pneumonia: S. pneumo, H. flu, Legionella, Mycoplasma, Chlamydia

b. Lung Abscess: Oral anaerobes, S. pneumo, Gram Negative bacteria

c. Nosocomial pneumonia: resistant gram negative bacteria, MRSA

d. Skin: S. aureus, S. pyogenes, other streptococci

e. Diabetic foot ulcer and decubitus ulcer: S. aureus, Group B strep, gram negative bacteria, anerobes

f. Bite wound: Staph and strept, Pasturella (cat/dog), capnocytophaga (dog), eikenella (human)

g. Intra Abdominal: E coli, baceroides, enterococci

h. Cholecystitis: gram negative bacteria, enterococci, bacteroides

i. SBP: gram negative bacteria, S. pneumo, anaerobes

j. Pelvic: Ecoli, bacteroides, N. gonorrhea, Group B strep

k. Diarrhea: C. difficile, campylobacter, shigella, salmonella

l. UTI: Ecoli, S. saprophyticus, other gram Negative bacteria

m. Osteomyelitis: S. aureus, gram Negative bacteria, Pseudomonas, CN staph

n. Meningitis: N. meningitis, S. pneumo, Crypt, Listeria, M. tb

o. CVL: CN staph, S. aureus (MRSA), candida, gram negative bacteria

p. Endocarditis: viridans strep, S. aureus, HACEK

q. Neutropenic fever: CN staph, gram negative bacteria, “negative cx”

NAME THE ONLY DRUG THAT IS AGAINST MRSA:  VANCOMYCIN 

Lecture #9: ID: Pneumonia, Meningitis, Endocarditis, UTI, Upper Respiratory Tract Infections

Case: 62 y/o WM. Healthy. No past medical h/o. Been well and then overnight started shaking, chills, fever 103, chest pain, cough-sputum “yucky”. Patient looks sickly. T 103.4 F, P110, BP okay. Has not been sick like this before. Sudden onset. R30. PO2 83%. On exam: febrile, all signs of consolidation  (decreased breath sounds, etc). CXR revealed community acquired pneumonia—dense RM Lobe.  WBC 24000 with left shift

What organism are we thinking of?  Pneumococcal

What do you do?   

a. Admit patient to ICU (monitor carefully)

b. Blood cultures

c. Sputum cultures (but usually are not helpful)-because contamination in upper respiratory tract

d. Gram stain sputum—saw Gram + dipplococci

What antibiotics should be given?  

a. Levaquin

b. Ceftriaxone

c. Erythromycin type drugs

Who should get vaccine (pneumo)? DM, elderly, people with chronic lung disease

Legionella can be a cause of community acquired pneumonia; with Legionella-one can test by doing a fluorescent antibody test that is available.

Case: 30 y/o WW. Surgery resident. Felt had respiratory problems initially. Fever 101. Cough-dry, SOB with exertion. Healthy otherwise. PO2 95%. On exam: few crackles LLL, patchy infiltrate RLL. WBC 11000

What does patient have most likely?  “Walking pneumonia”—so must treat empirically-most likely with erythromycin

What does patient most likely have organism-wise?  Mycoplasma (NOTE: IF LOOK IN EAR MAY SEE BULLOUS ON TYMPANIC MEMBRANE-classic sign)

a. patient could also have viral (influenza), chlamydia pneumonia

-COPD and H. influenza

-What is the treatment?  Erythromycin-type drugs. Side effects: GI

-We usually do not do bronchoscopy on these patients b/c invasive; but if we don’t know we do it!

Hospital Acquired Pneumonia:

-What are the 3 most common causes of Nosocmial infections? UTI, Wound infections, Pneumonia

-What organisms do you think of?  Gram Negative, Pseudomonas, Klebsiella, S. aureus

-Antibiotics that can be used to treat? Ceftazadine, Emipenim (NOTE: EMPINEM NO WORK AGAINST ENTEROCOCCI), cephalapin (a 4th generation cephalosporin)—has the broadest spectrum of any cephalosporin

-Some Fever causing Nosocomial infections include:

a. UTI—foley catherization 

b. DVT

c. Wound infections 

d. Line infections

Case: 20 y/o college student living in dorm. Brought to ER with h/o severe headache, fever, photophobia, T104. Patient is very confused. Exam: Marked nuchal rigidity

TREAT THIS PATIENT QUICK B/C MORTALITY HIGH 

-what does patient most likely have? Acute bacterial meningitis 

-what is the most likely organism? N. meningitis (tend to occur in outbreaks)

-GIVE ANTIBIOTICS WITHIN 30 MINUTES ON ARRIVAL

-CT BEFORE LUMBAR PUNCTURE UNLESS DO NOT SEE PAPILEDEMA ON EYE EXAM. CAN GIVE ANTIBIOTICS BEFORE DO ANY OF THIS-WILL NOT HARM RESULTS

-What antibiotic to start? Ceftriaxone (3rd generation cephalosporin)-has CSF penetration

back to case: L.P. fluid is cloudy (should be clear). WBC 1200 primarily PMN, Glucose 8 (low), protein 100 (high).  This is classic findings in acute bacterial meningitis. Gram stain fluid see Gram Negative dipplococci.

-What is #1 cause of meningitis?  Neisseria Meningitis

-What is #2 cause of meningitis? S. pneumo.

-H. influenza meningitis has been associated if found in young adult-but because of vaccine decreasing in incidence

-What are some causes of atypical meningitis? Listeria, HACEK group of organisms

-KEY TO MENINGITIS TREATMENT IS ANTIBIOTICS QUICKLY

Aseptic Meningitis = Viral Meningitis

-What month most likely see this?  Summer months

-self-limited disease

Example: 30 y/o WW with headache, nausea, fever, neck hurt, patient looked okay, little neck stiff on exam. L.P. 200 WBC primarily monocytes

-Give antibiotics

Bacteria Endocarditis (B.E.)

-can not diagnose with ECHO only can confirm

-get bloo cultures at 3 different sites to ensure, if present, 99% yield

-Bacteremia is continuous

-Acute B.E.—think what? S. aureus

-Subacute B.E.—fever, achy, sometime hear murmur

-IV drug users are at risk—most common organism and what side of heart involved?  S. aureus and right sided (tricuspid valve)

-What is treatment? Antibiotics for 6 weeks; urgent valve replacement if indicated

-can do transesophageal imaging to help with diagnosis

-What are some peripheral signs? Osler nodes (septic emboli), Janeway lesions (petechia)

-Blood cultures, Xray, Antibiotics!

-Prosthetic Valve and Coag Negative Staph

Tick-Borne Diseases

-What do you usually not see in Arkansas but is present in north-eastern and upper mid-west states?  Lyme disease

-What is name of organism for lyme disease and from what animal?  Exodes a deer tick

-Diagnose Lyme disease?  Classic erythema rash (target) if present

-What are some later symptoms of Lyme disease?  Arthritis, Neurologic symptoms (ex. Bell’s Palsy), cardiac problems (conduction problems ex 3rd degree block)

-What is the treatment for any tick-borne disease?  Tetracycline
-What are the most common tick-borne diseases seen in AR?

1. Tularemia (5 types, ex. Glandular type-in groin)—also known as rabbit fever; Will see enlarged lymph nodes

-Dead of winter most likely will NOT SEE TICKS

2. RMSF (Rock Mountain Spotted Fever)

3. Erlichia

With RMSF and Erlichia: example: older man with mental status changes. No rash. Fever. Labs Na 121 (low), Platelets 50,000 (low). L.P. Negative. No pulmonary infiltrate. WBC Negative. Patient lives in trailer in woods with 20 cats and ticks are all around)

-What is the triad for RMSF or Erlichia?  Thrombocytopenia, Hyponatremia, Negative WBC count 

-Always ask exposure h/o of patients!!!!!

-What is the classic rash seen with RMSF?  Petechia (involves endothelial cells)

----------------

Case: 23 y/o WW with frequency, urgency, dysuria. T 99.8.

-There is no need for this patient to come in. What does she have?  UTI

-What is most common organisms seen? 1. Ecoli






      2. S. Straptophyticus

-Cranberry Juice can be beneficial in these patients

-What antibiotic do you use and for how long?  Bactrim for 3 days

Case: Patient has high fever. Back hurts. Vomiting. Comes in. Exam: CVA tenderness. Urine shows Gram Negative rods

-what does patient have?  Pyelonephritis (the patient does not to be hospitalized unless cannot keep down medications)

-treat for 2 weeks and then re-culture

-Why do men get UTI?  B/c BPH or prostatitis

-What is the first symptom of prostatitis? Low back pain

-Treat with longer course of antibiotics

-In cold season, do not give antibiotics for Upper respiratory tract infections

-With pharyngitis in adults-no need to do CXR because if patient had fever, exudates, and cervical adenopathy—think of Strep. Throat!

-Sore throat and red pharynx. NO CXR. NO TREAT B/C 99% are VIRAL!!!

-Sinusitis most often occurs with upper respiratory tract infections—most are viral in origin. However, if have fever, tender sinuses, and drainage, then give antibiotics!

-Whooping cough and prolonged cough. BUT if have had a viral infection, can have an extended cough for 4-6 weeks after onset of infection.

Skin and Soft Tissue Infections:

-Cellulitis: Red, Hot, and Swollen. But can see same problems with what else besides cellulitis? DVT, baker cyst (b/c can rupture and cause similar symptoms)

-What is most common organism for cellulites? Staph and Strept.

-What outpatient antibiotics are given? Keflex (Cephalexin), Augmentin  [unless MRSA resitant]

-If inpatient, what antibiotic? Nafcillin

-Flesh eating bacteria: Necrotitis fascitis caused by what organism? S. Pyogenes (Group A streptococcus). Mortality is high!

Septic Arthritis:

-Monoarticular joint that is red, hot, and swollen. What do you need to think about as possible causes?  Gonorrhea, gout, staph (most common). Also think about salmonella if have sickle cell disease

-Disseminated Gonorrhea: treat with what? IV ceftriaxone

-If staph infected—debreed joint or will have long term problems

Lecture #10: Diabetes, Thyroid, and Adrenal Disease

Case: 35 y/o BW presents to the clinic and states that she may have diabetes. She is 5’4” and weighs 230 pounds (BMI—find: kg/m^2 was 40) [Note: BMI>30 obese; BMI>25 overweight]. BP okay (had large cuff on). Patient states that she gets up frequently at night to use restroom, is thirsty, tired, and vision is blurry. This has been going on for “awhile.” FH: + for DMII. She has never been pregnant. On exam: obese, unremarkable. She has not eaten anything today.

-What do you do?

a. Fasting Blood sugar  (Was 280)

-This is all you need for diagnostic DMII (b.s.>126)

b. Glucose Tolerance Test (rarely do this anymore, however, except for gestational DM)

c. HBA1c  (Was 11%) [Normal is <6%]

-This tells how well blood sugar has been controlled for past 3 months (based on average life of RBC)

Patient mostly had DMII for several years

-Now what do you do?

a. Urinalysis-test for microalbumin (this is the earliest sign of DM)

b. BUN, Creatinine

NOTE: DO NOT CHECK LIPIDS UNTIL BLOOD SUGAR HAS BEEN CHECKED AND CONTROLLED SUFFICIENTLY

-Now what do you do (treatment-wise)?

a. Diet, Exercise—always try first (however, in practice, usually no work)

b. Medication

1. Glipizide (a Sulfanurea—increases release of insulin)-thinking is here is have more insulin available will overcome resistance to insulin 

2. **Metformin (works by decreasing gluconeogenesis and promotes weight loss) Side Effects: GI

-DMII—primary problem is insulin resistance

-with medications-start low and go slow

c. RTC in 4-6 weeks at which time recheck fasting blood sugar

Back to case: Patient comes back in 4 weeks and blood sugar is now 180. 

-REMEMBER, LIKE HTN MEDICATION-ONE MUST MAX OUT 1ST AGENT BEFORE ADDING/TRYING ANOTHER

Back to case: Patient is currently on metformin and glipizide now and still has blood sugar problem-what do you do now?


*Medication-add Rosaglitazone (remember must check AST&ALT when patient on this medication). Works by targeting receptor resistance to insulin

[Problem with DMII and insulin taking—because requires huge doses of insulin which cause weight gain (a vicious cycle)]

-There is a very strong hereditary component with DMII but not with Type I.

-We are actually starting to see DMII in children (why? Obese kids)

Back to case: We monitor BP and check for microalbumin every 6 weeks. If patient started developing microalbumin in urine, what do we do?


-Place Patient on ACE inhibitor and if has cough or other side effects, place patient on ARB

-ANY HYPERTENSIVE DIABETIC SHOULD BE ON AN ACE INHIBITOR OR ARB!!!!!

-True/False: One can have a normal weight person who has DMII?  True

-If DMII patients lose about 20-30 pounds, is very beneficial!

-After blood sugar has been controlled, then check lipid panels, and if high, treat aggressively!!!

Case: 22  y/o WW with h/o Diabetes Type I, comes into ER with abdominal pain, N/V. Can talk but is lethargic. Non compliant with insulin taking.

-What do you do?

1. Accucheck blood sugar—found to be >500

2. Start IV (normal saline)

-What is the easiest way to access acid/base status?  ABG (arterial blood gases)


3.
ABG for patient: 7.15/26/95/10 (pH/CO2/O2/HCO3). 



Normal readings: pH: 7.35-7.45





    CO2: 35-45





    O2: 80-100





    HCO3: 21-27

-So what did patient have most likely? Metabolic acidosis with some compensation with respiration

4.      BMP: Na 130, K 3.7, Cl 100, HCO3 9, BUN 40, Cr 2.0

Normal Values: Na (135-145), K (3.5-5.1), Cl (98-106), HCO3 (22-29), BUN (7-18), Cr (0.6-1.2)


Anion Gap [(Na+K)-(Cl+HCO3)] was 21 (normal 10-15)


BUN/Cr ration shows that she is dehydrated! Also her K is slightly low so add K to fluids

-What do you do? Give patient continuous bolus of insulin—patient has diabetic ketoacidosis!  Do not cut back on insulin.

-look for focus of infection for patient

-What is the goal for Type I and Type II DM patients?  To be normal. Have normal blood sugars so can prevent C-V disease and other such problems

-DCCT trial looked at control of blood sugars. Basically says that the more tightly control blood sugar, the better health that you will have!

-New Insulin medications: Lispro (short-acting. Used before meals-it mimics what pancreas does when you eat). Glaurzine (continuous release-mimics normal baseline secretion of insulin from pancreas)

-It takes about 10 years to develop complications such as: 

a. Eye problems (check yearly)

b.  feet problems

c.  peripheral neuropathy

d.  autonomic neuropathy (diabetic gastroparesis—treat with metoclopramide and Reglan; Diabetic Diarrhea—clonidine has been shown to be beneficial)

e. Heart Disease (CAD)

f. Orthostatic hypotension

Notes from Reading (Blue Prints that pertain to DM)

IDDM (Type I): absence of insulin produced

NIDDM (Type II): defect is in peripheral response to intrinsically produced

insulin

IDDM

-absolute lack of insulin production

-will/can develop ketoacidosis

-autoimmune destruction of pancreatic islet cells that produce insulin,

perhaps triggered by a viral infection

NIDDM

-abnormal response to endogenously produced insulin

-hyperinsulinemia may present early as pancreas tries to overcome peripheral

insulin resistance

-with longstanding DM, get decreased insulin secretion that worsens the

hyperglycemia

-may develop nonketotic hyperosmolar coma, a syndrome of profound

dehydration that results from sustained hyperglycemic diuresis in a patient

who is unable to take in enough fluids to offset urinary losses; are unable

to maintain water intake; mortality may approach 50%

-symptomatic pats: poyuria, polydipsia, polyphagia, fatigue, blurry vision,

and candidal vaginitis

Sulfonylurea: act by stimulating insulin release from the pancreatic beta

cells; hypoglycemia is most common side effect

-diabetics should be instructed to always carry sugar with them to be

takenif they have any of the symptoms of hypoglycemia; sugar can be in the

form of candy or prepacked high glucose gels or tablets

Case: 30 y/o WW. Stressed out. ?Depressed. Achy, tired, dry skin, gaining weight, constipated (but this has been long term), cold intolerance, hair is thinning. No PMH of thyroid problems. On Exam: No enlarged thyroid, skin is dry. Deep tendon reflexes have marked slow relaxation phase


-TSH was 80 (normal is no more than 4.6)

-What do you do (treat)?  Synthroid (start at 100 ug/day. If patient was older or if had CAD-be more careful in starting such a large dose-start low and go slow!)

-What did patient most probably have? Hypothyroidism secondary to Hashimoto’s Thyroiditis.

-Tell patient to come back in 6 weeks to check TSH levels.

-If we had checked her CBC, what would her H/H most likely indicate? Normochromic, Normocytic anemia.

-HEAVY MENSTRUAL PERIODS AND INCREASED CHOLESTEROL ARE ASSOCIATED WITH HYPOTHYROIDISM

-Let’s say patient came back and her TSH was <0.03. Patient is obviously on too much levothryoxine (synthroid). This is bad because it increases patient’s risk for osteoporosis.  

-So: need to cut back on patient;s med-to get euthyroid

-Check TSH levels on anyone over age 50!!!

Case: 50 y/o WW who has classic symptoms of hyperthyroidism. Lost weight, heart palpitations, insomnia, anemic, nervous, irritable. Patient has huge thyroid. Patient does not have eye problems (no exopthalmos)—if had this-would go more along with Grave’s disease. Patient’s TSH <0.03, free T4 was high.

-ALWAYS LISTEN OVER THYROID TO SEE IF HEAR BRUIT

-What is #1 cause of hyperthyroidism? Grave’s disease (autoimmune)



-What is cause of exopthalmos? Immune complex deposition



-One can test for antibodies for Grave’s disease

-On exam: look for fine tremor!

-Check thyroid by doing uptake iodine scan

-Let’s suppose patient had Grave’s disease. How would you treat?

a. Beta Blocker to control symptoms

b. Antithyroid drugs (PTU or methimazole)

-With Grave’s—over the long run-will go away after period of time

-If do ablation of exopthalmos-may make eye problems worse!

-What is #2 cause of hyperthyroidism? Toxic Multinodular goiter


-With these patients-certainly do Iodine ablation because with this condition-will never go into remission.  However, what is side effect of ablation therapy?  Patient will get hypothyroidism and will thus need to be placed on synthroid later in life.

-If someone had benign multinodular goiter, then you question role of surgery!

-What is #3 cause of hyperthyroidism? Solitary Adenoma Thyroid

-Thyroid cancer and NODULES—lump in neck (if solitary do fine needle aspiration to find pathology of it)

-Thyroid cancer: follicular, papillar, cold vs. hot nodule

-Thyroid storm (myxdema)—don’t see too often anymore –“double hyperthyoidism”

Other notes for thyroid disease from Blue Prints:

Hypothyroidism:

-underproduction of the thyroid hormone

-often due to an autoimmune disease or iatrogenesis

-most common cause worlwide is iodine deficiency

-more often occurs in women, between ages of 30-50

-Hashimoto's thyroiditis common cause in elderly

-goiter-often present in Hashimoto's

h/o radiation exposure increases risk for thyroid cancer, BUT radioactive

iodine does not apparently increase risk of thyroid malignancy

-Hashimoto's thyoiditis have an increased incidence of thyroid lymphoma 

Hyperthyroidism:

-oversecretion of thyroid hormone

-more often occurs in women

Grave's disease is primary cause in younger people while multinodular goiter

is more common in elderly

Grave's: an autoimmune thyroid disease; production of antibodies to the

thyroid TSH receptor results in stimulation of the receptor, leading to

hyperthyroidism

Grave's disease-enlarged painless thyroid

Antimicrosomal antibody is present in autoimmune thyroid disease (Grave's,

etc)

Cushing’s Disease:

-obese, hirsutism

-moon face, buffalo hump, abdominal striae, fatigue, muscle weakness

-A random screen for serum/urine cortisol is worthless!

-Cortisol peaks in the morning!

-How do you screen?

1. 24 Hour urine measure cortisol levels (would be high)

2. Low dose dexamethasone test (give 1 mg night before—normal cortisol levels will Decrease; if abnormal—increase)

-Image Pituitary gland (Cushing’s pituitary problem)

-Ectopic ACTH production and small cell lung cancer association

-Cushing’s syndrome is characterized by glucocorticoid excess secondary to exaggerated adrenal cortisol production or chronic glucocorticoid therapy

-Dexamethasone suppression test. Dexamethasone is a potent glucocorticoid. In people who do not have cushing’s syndrome, 1 to 2 mg dexamethasone, given at night, feeds back to inhibit ACTH release from the pituitary and results in lower serum cortisol levels the next morning. This serum cortisol suppression does not occur in Cushing’s

-Treatment based on etiology:

a. Cushing’s disease (caused by a pituitary adenoma). The adenoma produces ACTH causing adrenal hyperplasia. ACTH levels may be normal or elevated. High doses of dexamethasone (8 mg/day for 2 days) will suppress cortisol levels somewthat b/c the pituitary still has some feedback regulation intact. Treat: remove pituitary tumor

b. Ectopic ACTH production: usually associated with lung tumor. ACTH is not suppressed, even with high-dose dexamethasone. If tumor is not respectable for cure-treatment is palliative

c. Adrenal cortical tumor: may produce high levels of cortisol. ACTH levels are suppressed, and cortisol production is not suppressible with dexamthasone. Treat: surgical resection of tumor and glucocorticoids given postsurgically while adrenal gland recovers

d. Chronic glucocorticoid therapy: elevated cortisol levels not suppressed by dexamethasone. Exogenous steroids should be tapered if possible

Addison’s Disease:

-example where would see: patient on long term steroid treatment for inflammatory bowel disease who stopped steroids abruptly

-hyponatremia, hyperkalemia

-Historically: TB was cause of addison’s disease

-hyperpigmentation of skin

-How diagnose? Stimulater test (cosyntropin-synthetic ACTH)—then measure cortisol. Normal-cortisol levels will go up. Abnormal-cortisol levels will go down)

-Addison’s: destruction of both adrenal glands results in a deficiency of mineralocorticoids (ex. aldosterone) and glucocorticoids (ex. Cortisol). Etiology is usually autoimmune, infectious (TB,fungal,HIV) or hemorrhagic.

-Loss of aldosterone causes hyponatremia and hyperkalemia (see also orthostatic hypotension). Eosinophilia is also characteristic.

-Diagnosis is made by ACTH stimulation test, where serum cortisol is assessed before and after ACTH is given. If serum cortisol does not increase when ACTH is given, diagnosis is established. 

-Treat: glucococorticoid and mineralocorticoid replacement. 

-Secondary corticoadrenal insufficiency: due to lack of ACTH-occurs in patients who have received corticosteroids for more than 4 weeks. Exogenous steroids suppress ACTH-allow adrenal glands to atrophy. So if steroid use is abruptly discontinued, the adrenals are not able to produce a sufficient supply of endogenous steroid. B/c of this phenomenon, patients should be tapered off steroids. Symptoms are similar to primary disease, but no hyperpigmentation or hyponatremia.

Lecture #11: COPD and Asthma (See handout also)

-What are the 2 elements for Obstructive lung diseases?  Hyperactivity and Inflammation

-What are some cardinal signs of Obstructive Lung disease?

a. Inflammation

b. Swelling of airways

c. Exudative property (increased secretions)—cough

d. Cilia cannot move secretion up—congestion

-Hyperactivity: increased parasympathetic tone

-Will inhale okay—problem is with expiration! (Volume in No EQUAL Volume out)

-With COPD, usually see: hypoxia (decreased PO2) and hypercapnia (increased PCO2)

-Eventually with COPD will get permanent vasoconstriction of capillaries leading to Pulmonary HTN

-Cor Pulmonale: Right Sided Heart Failure secondary to Pulmonary disease: will see big neck veins, enlarged liver, ascites

-Make sure ask patients about types of heater have at home—look for trigger of problems!

-What is the common complaint with COPD?  SOB 


-How do you ask patient about this? How far walk, flights of stairs can climb before becoming SOB (3-normal, 1-mild-moderate)


-These patients may have a cough-productive (usually, if no infection is whitish sputum)


-RUQ pain, Swelling of extremities is also seen


-Decreased Appetite, get full easily (Why? B/c GI tract is congested)


-Low energy—b/c all energy is going toward breathng!

-What would you see on exam?

a. Appearance: anxious, holding on side of bed—b/c using accessory mm to breathe

b. VS: Increased HR, BP (Up or down), T (increased or normal), R (INCREASED)

c. Head and Neck: JVD, eyes red (b/c congested), flushed face

d. Chest: Decreased respiratory movement (test by taking skin and tell patient to breathe-if normal-will move-flatten out; abnormal-no movement), decreased tactile fremitus (more air less tissue), hyperresonant percussion, prolonged expiratory phase, wheeze

e. Heart: PMI lateralizes (right axis deviation), distant heart sounds, S3 heard at ziphoid process, tricuspid regurgitation (holosystolic) that is increased with inspiration, Loud S2 (b/c pulmonary HTN)

f. Abdomen: Distention, Hepatomegaly, Ascites, Clubbing, Cyanosis, Edema

g. Neuro: Asterixis (A SIGN OF LIVER, RENAL, OR RESPIRATORY FAILURE)

-What labs would you check?

a. CBC

b. BMP

c. ABG

d. CXR, other images

e. EKG

f. ?PFT (maybe after stabilize patient)

-Respiratory acidosis: pH decreased, PO2 decreased, PCO2 increased

-Respiratory acidosis with compensation: pH normal, PO2 decreased, PCO2 increased, HCO3 increased

-What is treatment of COPD?

a. What can kill patient? Hypoxia (SO give oxygen)—CO2 problem should not worry you

b. Albuterol

c. Epitropium (conteracts parasympathetic system)

d. If infection-antibiotics; remember anyone older than 65-atypical presentations!

e. +/- steroids

-When do you intubate patient?  When severely acidotic (PO2 <50, PCO2>55 Theoretically)

-One usually sees MI occurring most often in the morning

Asthma

-younger population

-intermittent process (b/w episodes normal)

-seen usually at night, or doing allergy seasons

-Casues: exercise, allergies, infections

-Chest tightness, wheeze, SOB

-VS: BP increased, R increased, P increased, T increased or normal

-Exam: distended neck veins, No barrel chest, +/- wheeze (if no wheeze can be BAD!)

-Atypical presentation: chronic cough (reflux? Can mimic asthma)

-Asthma attack

a. Increased respirations—respiratory alkalosis (PO2 down, PCO2 down, pH increased) initially then patient becomes tired: pH down, PO2 down, pCO2 up (hypercapnia)

b. Silent chest—sign of intubation

c. Pulsus paradoxus: if doing BP-during inspiration systolic drops >10 mmHg-patient has no venous return)

ALWAYS ASK ABOUT OVER THE COUNTER MEDS LIKE NSAIDS AND IBUPROFEN:

   -Arachidonic Acid goes to make Cycloxygenase (to Prostaglandins) and Lypoxygenase (to Leukotrienes--**the main accuser of asthma attacks especially Leuk-4)


-NSAIDS block pathway to cycloxygenase-so with asthmatics-increase lypoxygenase-worse!

 -Asthma Treatment:

1. hypoxia—give oxygen

2. steroids, bronchodilators (albuterol)

3. Check peak flows!

4. Preventfuture attacks: INHALED STEROIDS!!!

-Cingulair—lipoxygenase inhibitor

-Cromylyn Sodium-does not work for adult asthmatics, only in kids (will stop release of cytokines)

Lecture #12: Lung Cancer, Thromboembolic disease, diffuse interstitial pulmonary disease (See Handout also)

Pulmonary Thromboembolism:

Three types: 

1. Chronic-tiny embolisms that asymptomatic presentation

2. Causes infaction in lung **MOST COMMON Presentation—Chest pain, SOB, etc

3. Saddle Embolus: blood clot at bifurcation of pulmonary artery **MOST DANGEROUS B/C NO COMPLAINTS THEN SUDDEN DEATH—very rarely will one get patient back from this

-Infarction in lung caused:


-heart failure (acute right-sided—S3), JVD


-Acute dyspnea, chest pain (b/c infarcts lung—but with LUNG HAS DUAL BLOOD SUPPLY)


-goes into distal arterioles-will get a hemorrhagic infarct


-Typical presentation: chest pain-pleuritic (hurts worse with cough)


-What do you do?

a. ABC (Airways, breathing, circulation)

b. Give Oxygen

c. Stabilize patient

-What do you look for is history of patient? Family history of this, taking oral contraceptives (if woman), have malignancy?

-IF PATIENT HAS FAMILY HISTORY DO HYPERCOAGULABLE LABS TO ASSESS PATIENT’S STATE BEFORE INITIATE TREATMENT

-What would you see on exam?

a. HEENT: Enlarged neck veins

b. Chest: “mimics everything” (if infarct does not touch pleura won’t hear rub), crackles, nothing

c. Cardiac: S3, tachycardia

d. Abdomen: usually nothing

e. Extremities: DVT? See if has homan’s sign (stretch leg-if have leg or calf pain-then positive homan’s sign), measure girths on ankles and compare

-What tests would you perform?

a. Labs

1. D-Dimer

2. ABG

3. BMP,CBC

4. Coagulation studies (especially if family history)-Protein C and S deficiency, AT III deficiency, etc.

b. Imaging: CXR, Doppler/VQ scan

c. Miscellaneous

-If D-Dimer tests is normal-still would pursue further!

-ABG: present may see respiratory alkalosis: pH increased, PO2 down, PCO2 down (b/c hyperventilating); HCO3, if acute, will not have had chance to drop! [NOTE: BAD SIGN IF: pH decreased, PO2 down, PCO2 up (patient is tired-giving up)]

-Doppler/VQ scan. BUT IF SUSPECT—draw labs, treat pain, then start anticoagulation therapy (unless have acute bleed)

-VQ scan: inject radiolabeled material-take images of lungs, then inject tagged RBC take images, and then compare the two

-IN pulmonary embolus: get air but no blood!

-VQ scan and probability:

a. if Normal—look for some other cause

b. if High Probability—treat accordingly

c. If Low probability:

1. recheck VQ scan

2. abandon unless have strong clinical suspicion on presentation—classical signs

3. Pulmonary Angiogram (highly sensitive)

d. If Intermediate probability: Pulmonary Angiogram

-Treatment for Pulmonary thromboembolism:

a. Heparin-IV or LMWH (1mg/kg BID subq, after 24 hours, start coumadin) 

b. Takes 6 weeks to resolve clot

c. What if cannot anticoagulate due to bleeding?

-IVC Filter placement (place below renal vein origin)—usually need anticoagulation with this though (unless Contraindicated)!

d. What is long-term treatment?

1. If occurred only 1 time-simple clot, no risk factors—treat for 6 months

2. If have predisposing factors: for life

-If patient has acute onset of PTE but no known precipitating factors and is between 40-60 years old—Screen for any hidden malignancies!

-If patient has small embolic showers—may mimic pulmonary HTN—cor pulmonale

-PREVENTION IS BEST THING FOR EMBOLUS!

Interstitial Lung Diseases:

-Whole combination of diseases

-dyspnea, dry cough, can get air in okay

-DIFFUSSION PROBLEM!

-Every lung disease presentation with hypoxia can lead to interstitial disease

-Pulse Oxygen: tests the red color in skin not actual %oxygen. So if smoker-can have lower PO2 then found b/c have red color in face and skin!

-What would you do in these patients?

1. CXR

2. TEST OF CHOICE: HIGH RESOLUTION CT SCAN

3. If #2 positive: lung biopsy!

-What is treatment initially?  Steroids!!!

Lung Cancer:

-See especially in smokers!

 Types:

a. Non-small cell:

1. Squamous (central-occurring b/c coming from bronchus)

2. Adenocarcinoma (periphery b/c coming from glands)

3. Lobular

4. Large Cell

b. Small Cell

-What is the most common presentation:  Asymptomatic (found on routine CXR)

-Paraneoplastic syndrome: hyponatremia (SIADH), hypercalcemia, etc

-What is the process of procedures:

1. CXR, if abnormal then:

2. CT (to see extent)

3. Biopsy

-Treatment depends on findings!

Lecture #13: Anemia and Thrombocytopenia

Anemia: caused by increased RBC destruction, blood loss, or decreased production

Case: 34 y/o BW complains of feeling tired. BP okay, P100. On normal diet. States has heavy periods with clots that last 1 week. Feels somewhat lightheaded. Family history reveals no blood problems. She complains of no constipation, no weight gain, no bloody stool, no vomiting. The tiredness has just progressed over the last few months. Patient has 4 kids (ages 7,5,2,1) and is on no medication. She had her tubes tied after her last baby. Exam: patient does not look pale, unremarkable except for resting tachycardia. She has no orthostatic hypotension.

-What would you do first?  CBC, WBC   (WBC normal, HCT 25, MCV 60, Plts okay,Reticulocyte count 2.8 (normal less than 2 but one must correct reticulocyte count: [(ret. Count xHCT/40), if less than 2 corrected than decreased RBC production, ?3-hemolysis or blood loss]

-What does patient have and most likely due to what?  Microcytic anemia (iron deficient)

-Check iron levels on patient find classic signs of iron deficiency: Fe low, TIBC high, ferritin low

-What does TIBC represent? Total iron binding capacity—how many open binding sites are available to bind iron

-What is tx?  Iron replacement (325 mg TID for 6 months)—the anemia will correct quickly, but need to replenish iron stores

Case: 49 y/o WM with same H/H anemia as above and iron studies are same.

-SCOPE PATIENT

-What are some other causes of microcytic anemia besides iron deficiency?

a. thalessemia trait

b. lead poisoning

c. sideroblastic anemia (porphyrin ring problem)

-What is the likely source of occult blood loss?  AV malformations

Case: 65 y/o WW seing cardiologist for chest pain. Patient has severe rheumatoid arthritis. Patient has long standing chronic anemia. HCT 30, MCV normal

· Anemia of chronic disease:

a. iron low, TIBC (low or normal), ferritin high (b/c ferritin is an acute phase reactant-can be high if sick)

b. Chronic anemia: can be due to malignancy or rheumatologic problems

c. People with relative low RBC count-so improvement with epoetin injections to replenish RBC. Mainstay of treatment, if possible, is to correct underlying problem!

-What is the gold standard test for iron levels?  Bone marrow and stain for iron

-ESRD (end stage renal disease) and epoetin has shown to increase sense of wellbeing (not cheap, but is cost effective!)

Case: Woman with normocytic anemia. All anemia studies are normal. Patient, on further questioning, reveals complaints of constipation, weight gain.  NEED TO THINK OF OCCULT ENDOCRINE DISEASES WITH THIS PATIENT -EXAMPLE HYPOTHYROIDISM

Case: 80 y/o WM had been doing well but his daughter is worried because he is confused-losing items, does not drive-b/c gets lost easily. Normal Vital signs. MMSE shows problems with recent memory. No other complaints. Exam: normal with exception of decreased vibration and proprioception in legs and feet. Patient watches feet to walk. Patient does not have DM

-What do you do?  A. CBC (HCT 28, MCV 120)

                               B. B12 and folate levels (B12 low, folate normal)



       C. Peripheral smears (should do with ALL ANEMIA CASES)-would  

                                     see big RBC with hypersegmented PMN

-Now if we said that patient was blond, blue-eyed, of Scandinavian descent. What would the diagnosis be?  Pernicious anemia

· Would one do a schilling test in this patient? Usually not b/c complicated. But if did, would see + schilling test—patient lacks Intrinsic factor

· Treatment? Weekly B12 injections for 1 month or so.

· Would you do neurologic testing? Perhaps

-If stopped taking any folate or B12 in diet, how long would it take to become low in any of them?  B12 levels—“years”; Folate: 6 months

-One sees folate deficiency in alcoholics!

-What is the primary problem in megaloblastic anemia? Bone marrow has impaired DNA synthesis; sometime see hemolysis

Aside: Schistocytes is associated with DIC and hemolytic anemia

Case:  Young black man is going to Africa for missionary work. Has normal H/H. Because is going to country where malaria prevalence is high-started taking prohylaxis meds for malaria. Patient calls clinic few days later complaining of dark urine and weakness. 

· What is patient’s problem?  G6PD deficient

· Patient’s HCT 20, Reticulocytes 15

· What labs do you specifically check? Bilirubin, LDH (nonspecific, but especially prominent in hemolysis)

· Treatment?  Stop malaria prophylaxis—get better

Sickle Cell Disease:

-chronic disease

-can be a huge problem; shortened life span

-Crisis: test by Hgb electrophoresis—if see high HgbS then patient is in pain crisis

-Other problems associated with SCD CRISIS: Avascular necrosis, Infarction, Acute chest syndrome

-Exchange transfusion o be done if severe enough!

-Demerol, Meperidine (nationwide shortage of both) have been used for cell crisis-but Problem: has euphoria side effects, USE MORPHINE IN CRISIS PATIENTS

-What is the true indication for use of Demerol or meperidine? Acute Pancreatitis

-What is treatment of cell crisis? Give hydroxyurea (to raise HgbF levels)

-With hereditary sphrocytocis: see big round cells in peripheral blood smears

-How do you diagnose hereditary spherocytosis? Osmotic fragility test—a membrane problem—spectrin defect

Case: Young man who teaches at the AR math and science school. Doing fine, no problems, then becomes sick. Has acute febrile illness—myopathy,joint pain, and progressive weakness. Found HCT 20. You treat with steroids-patient no better. Now feeling bad, no jaundice, urine clear. His HCT is now 15. Patient is admitted to hospital and transfused.

-What does patient most likely have?  Aplastic anemia due to Parvo B19 (Parvo B19 is associated in kids with fifth disease). Can do blood test for Parvo B19.

Hemolytic Anemia:

-check bilirubin and LDH levels

-Coombs test: direct-measures antibodies on membranes; Indirect measures circulating antibodies

-Warm antibody versus cold antibody

a. Cold Antibody:

1. related to infection problems-example acute mononucleosis, Mycoplasma pneumonia

b. Warm Antibody:

1. idiopathic (can be)

2. CLL

3. SLE, other autoimmune problems

-One needs to look at meds patient is taken b/c many drugs can cause hemolysis: example alpha-methyl dopa, penicillin

-Peripheral smear with hemolytic anemia: If hemolysis would see? High Reticulocyte count

-DIC and ITP associated with fibrin bands-chewing up RBC; so would see schistocytes

Case: 60 y/o WM thinks has DM. States uses only acetaminophen PRN, no alcohol. Platelet count is 60,000—thrombocytopenia

-What would you do?

a. Look at seeing if taking any other meds—states that he is not

b. DO BONE MARROW ASPIRATION—but patient refused!

c. Think patient is chronic alcoholic-but does not drink

-What does patient most likely have? ITP (Asymptomatic, find incidental)

-Start transfusing when platelets <20,000—b/c worried about bleeding

-Treat? Steroids, splenectomy sometimes beneficial

-If did Bone Marrow aspiration on p[atient, what would you see? Big, lots of megakaryocytes

-Patient decided to wait and just watch disease progression. One year later, came in with acute GI bleed. Found esophageal varices, had small liver, but big spleen. When asked patient about alcohol h/o-states that was flight attendant years ago-drank lots back then

-Patient has hyperspleenism: spleen is sequestering platelets!

TTP differs from ITP!

-ITP has better prognosis than TTP

-TTP is analogous to HUS where would see what?

a. Low platelets

b. Hemolytic anemia

c. Fever

d. Neurologic problems

e. Renal problems

HIT: Heparin-induced thrombocytopenia:

-seen with patients who used regular, IV-unfractionated heparin (25% of these people develop antibodies-so if given again 25% of these people develop the problem)—prothrombic effects have risk of clotting

-associated with “regular old-fashioned heparin” use

Bruising:

-most common cause? NSAIDS


-Aspirin—irreversible inhibitor of cyclooxygenase-that’s why before have any surgery-told to stop taking—risk bleeding!


-with other NSAIDS-like ibuprofen—reversible inhibitor of cyclooxygenase-so can stop 2-3 days before having surgery

-If patient has DVT and hemophilia—think HIV infection!

DVT:

-prohylaxis in hospital patients-who are at greatest risk? Hip and knee surgery patients

-Treat with Lovanox for 2-3 weeks

-subcutaneous prohylaxis does not work in these patients!

-Example: Young man with h/o 2 DVT in past, now has another DVT. Patient is active and was adopted. What would you do? Hypercoag studies (Factor V leiden (most common), Protein C&S, ATIII, antiphospholipid syndrome) then heparin

-SLE is procoagulant!!!  

Lecture #14: HIV, Syphillis, STD

HIV:

· virus from some chimp strain in Africa

· Started to see patients with this in U.S. in big cities in early 1980s

· Very complicated treatment-wise

· Big problem: Africa, Far East (Thailand, Cambodia)

Case: 30 y/o WM, bisexual. Wants to be checked for HIV. Has had risky sexual practices in the past and has no awareness of sex partners who have died. Is completely asymptomatic. No weight loss, no fever, no adenopathy. Exam is negative.

-What test for HIV do you run?  ELISA assay (if positive)—do Western Blot for confirmation (turned out that this was positive also)

-What do you do now lab-wise?  CD4 count (300; normal>1000), then viral load (quantitative HIV-PCR)—was 75,000 copies/ml

-Make sure also check for PPD (tuberculosis-amount of induration will be less in these patients with HIV), syphilis and Hep screen in these patients (with above patient both were negative)

-**If PCR reveals >55,000 copies/ml then absolutely start treating patient!

-Treatment is expensive--$12,000/year.  Treatment is triple drug therapy so that one can get by resistance problem: standard regimen: ddI + AZT + Protease Inhibitor

-Need to check up on patient every 2-6 months to recheck CD4 and viral load!

-What is the goal treatment?  Make HIV titers undectable!

-With proper treatment, will initially see CD4 levels go back up and viral load will go down.

-**When changing regimen for drug, always change 2 of the drugs!

-Note: more physicians are doing resistance testing for what virus is resistant to for better patient management!

-Make sure patients receive Pneumovax and hepatitis vaccine!

Case: 35 y/o comes to ER with fever, SOB, and cough. He is followed in clinic for HIV. Patient stopped taking meds b/c made him feel worse. Last CD4 count was 75. T 103. Dry cough, progressive SOB. Exam: Febrile, tachypnea, diffuse crackles. CXR diffuse interstitial nodular infiltrate.

-What does patient most likely have?  PCP (pneumocystic carinni)

-Will most likely see PCP when CD4 counts less than 200! (so when CD4<200, start patient on PCP prophylaxis—Bactrum (double strength/day)

-How would you make PCP diagnosis?  Induced sputums-then do Silver stains!

-What is PCP Tx?  Bactrum (even if patient has allergy—desensitive b/c best therapy); alternate therapy: Dapsone (a leprosy drug treatment)

-Steroids initially can help with patients with PCP, but if had histoplasmosis-made worse!

-If patient on treatment regimen and no better, then bronchoscopy patient to find underlying problem!

-Note: There is direct association with dementia and HIV!

-Common manifestations found in HIV patients:

a. Cryptococcal meningitis (fever, headache, not usually stiff neck; do CT first, the L.P. –to stain and culture. Tx is Amphotericin B, then fluconazole/ketoconazole for Life!)

b. Toxoplasmosis (CT will see ring-enhancing lesions; possible new onset seizure)

c. PML (cause: JC virus; see on MRI is white matter lesions, also present with dementia)

d. CNS Lymphoma

e. CMV Retinitis (When average CD4<200-do initial eye exam and if problem develops-see help immediately b/c of risk of blindness; treatment is gancyclovir preparation)

f. Thrush, candida (see early with HIV patient; treat is Nystantin “swish and spit” (if patient has thrush and painful swallowing: candida esophagitis—make sure check for Herpes, EBV in these patients)

g. Seborrheic dermatitis (very prone to have)

h. Molloscum contagiosum

i. Karposi Sarcoma (macular, purplish lesion, cause: HHV 8; incidence decreases if treat immunosuppression-patient’s KS will also get better)

j. PCP

k. Community Acquired Pneumonia (pneumoccocus)—patient can present with fever, chills, cough, RUQ pain with cough

l. Disseminated Histoplasmosis (nodular infiltrate, bone marrow involvement(-Treatment is Amphotericin B, lifelong ketoconazole

m. Peripheral Neuropathy (especially if on ddI and ddC meds-highly associated)

n. Diarrhea, Intractable diarrhea (need flex sig. For biopsy)

o. MAC (microbacterium avium complex)—see if CD4 <50. Treat with Azithromycin 1200 mg 1 time/week

p. Disseminated CMV-colitis

q. Blastomycosis

-What is risk of HIV transmission to physicians?  Depends on exposure; arounf 0.6%

-*Anyone who sustains needlestick from HIV patient should be treated for atleast 3 months

-Risk with HIV physician to patient? Neglible

-How long take for symptomatic infection? 8-10 years; NOT QUIESCENT DURING THIS THIME!!!

-With Acute HIV infection: flu-like syndrome-if detect treat very aggressively! (diagnose with p24 antigen, CD4 counts are usually normal at this time)

-Women with HIV and cervical cancer: MUST TREAT VERY AGGRESSIVELY!

-Babies from HIV positive mothers-chance of developing HIV—30% with no treatment; if give AZT (divodine?) before delivery chance <10% of baby developing HIV!

-Safe sex practices!

Syphillis:

-Primary: painless chancre

-Secondary: macular popular rash on palms and soles 

-Make sure check patient to see if HIV is present!

-Treatment:

a. Primary (VDRL high)—1 dose benzocine Penicillin (2.4 million units)-one time deal

b. Secondary: 3 shots of benz. Penicillin (2.4 million units)

c. Neurosyphillis: Do L.P. if patient has prior HIV infection. IV PCN 2 weeks!

-If treat patient for syphilis with above described regimen, follow with VDRL levels and titers should drop. FTA-ABS however, will stay positive forever!

· Jarisch-Herxheimer Phenomenon: most patients with syphilis will develop an acute worsening of their symptoms immediately after antibiotics are started. Symptoms include a mild fever, chills, malaise, headache, and muscle aches. The killed organisms release a pyrogen (a fever-producing enzyme) that is thought to cause these symptoms. A self-limiting reaction!
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-#A: indicates an active treponemal infection

-#B: probably a false positive

-#C: Successfully treated syphilis

-#D: Syphillis unlikely, although: 1. Patients with a syphilis infection who also has AIDS may be seronegative; 2. patients recently infected with syphilis may not have developed an immune response yet

-Other problems seen with syphilis: Aortic Root problems, Gummas

-example: 65 y/o WW with confusion, micrographia, memory probles. MRI showed ring enhancing lesion. No other problems-was biopsied-showed nonspecific findings. VDRL titer was high. Tx 2 weeks IV penicillin; most likely had gummas!

Gonorrhea and Chlamydia: If patient presents to ER with urethral discharge. Usually given “cocktail” which includes: ceftriaxone (to treat gonorrhea) + doxycycline (to treat chlamydia)

-women with these problems-less presenting symptoms-usually come in with pelvic inflammatory disease.

-Chancroid: cause: H. ducreyi

-HPV: cancer-causing: Types 16 and 18

-Trichomonas. Treat with metronidazole

-BV

-Gardanella

Lecture #15: Rheumatology

SLE:

-prototype autoimmune disease

-primarily seen in young black females

-chronic inflmation of unknown etiology that affects many organs

-certain criteria: (4 of the following):

   a. +ANA

   b. Malar rash, discoid rash or photosensitivity

   c. polyarthritis

   d. oral ulcers

   e. hematologic (hemolytic anemia, leukopenia, or thrombocytopenia)

   f. Neurologic (seizures or psychosis)

   g. Serositis (pleurisy or pericarditis)

   h. Renal (proteinuria or cellular casts)

   i. Antiphospholipid antibody

-NOTE: need not to memorize above

- Least specific test: homogenous pattern; ssDNA-seen with drug-induced SLE

(example hydralazine, etc)

-As people get older, have +ssDNA--not necessarily means have SLE

-**THE most specific test for SLE: Antibody smith; dsDNA (crithida) also is

another specific test

-with SLE-can get pleuritis, pericarditis, or any inflammation of peritoneum

-If patient has SLE and presents with seizures, fever, and psychosis--this

is a medical emergency! Treat with high dose steroids

-Discoid lupus--no systemic involvement, just skin involvement

-SLE nephritis: usually on cyclophosphamide and steroid therapy

-NSAIDS to start SLE patients on: Aspirin, ibuprofen

-Case: 25 y/o MW presents to ER with acute bronchitis. Nurse notices some

things with the patient. Skin around fingers are tight-patient could not

make a fist. Patient states that recently has weak legs going up and down

stairs. No dysphagia. No specific joint pains. + Raynaud's (ask this by

asking patient if can go to the freezer and take out something with bare

hands-if no then +) [Note: with Raynaud's-hands turn white first

(vasoconstriction), then blue, then red (vasodilation)]

On exam: sclerodactyly and has proximal muscle weakness (test by having

patient get up without using hands)

  -What does patient most likely have? Scleroderma (Progressive Systemic

scleroderma-PSS)

  - What is CREST-associated scleroderma stand for? Calcinosis, Raynaud's,

esophageal dysmotility, sclerodactyly, telengiectasia.  This patient does

not have this!

  -PT ESR is normal (usually would be elevated in this condition)

  -ANA + (1:320 nucleolar. but specific test is negative!)

  -Check labs on patient, CK level is 3000--so, patient had myositis with

scleroderma

  -With PSS no specific treatment to alter fibrosis skin. Cannot alter cause

of disease. Dire consequences = GI involvement, see pulmonary fibrosis also!

ANAs:

1. diffuse (homogeneous) is the least specific ANA and represents antibodies to ssDNA and histone. Patients with this pattern tend to have arthralgias and serositis. + in drug-induced SLE.

2. +Crithidia test represents antibodies to dsDNA and is more specific. Rim pattern of ANA also indicates these antibodies. Patients with these tend to develop nephritis and possibly cerebritis.

3. Nucleolar pattern is associated with scleroderma.

4. Speckled pattern denotes a variety of antibody subsets.

-Case: 30 y/o WW complains of feeling tired and has aches. Insidious onset.

Has not felt good for about 6 months. Has joint problem now-especially

wrists, hands, and knees. When get out of bed is stiff. Symmetric joints and

(if asked, would have found that it 1st started on distal joints). On

exam-synovitus (wrists and knees)

-What do you do? Xray hands (see soft tissue swelling, no bony changes)

-What does patient most likely have? Rheumatoid arthritis

-Pathophysiology of RA is unknown

-bimodal distribution: young-women, older-men

-Treatment-if found early-aggressively; the mainstay of treatment is

methotrexate (low dose 1/week-must monitor LFT,CBC, few side effects);

steroids and NSAIDS can also be used!

-What would you see classically on XRAy of joints: Pannus (inflammatory

response) then progressing to bony erosions

-TNF has been implicated in RA (so anti-TNF drugs like infixamab (a

monoclonal antibody to TNF) is starting to be used as part of treatment

regimen!

Other information with RA:

-Rheumatoid factor is now reported in units, with >15 considered to be positive.

-Criteria (4+ needed for diagnosis)

a. Morning stiffness (in and around joint, lasting at least 1 hour)

b. Arthritis of hand joints

c. Symmetrical arthritis

d. Arthritis of 3 or more joint areas

e. Rheumatoid nodules

f. Serum rheumatoid factor (RF)

g. Radiographic changes (erosions or unequivocal bony decalcification)

ESR:

-erythrocyte sedimentation rate

-Wintrobe (100 mm tube)

-Westergren (180 mm tube)-should be used routinely. Upper limit with wintrobe test is the patient’s hematocrit, as esr+hct cannot exceed height of tube. (if hct is 45, esr can be 55 but no higher).

DJD (Osteoarthritis):

· osteophytes on bones typically seen

· hebparen nodules
· not particularly familial
· most commonly seen in private practice
· not a result of increasing age; more associated with “wear and tear”-past injuries etc. of joints
· #1 reason for knees and hip replacements (lose joint space, cartilage gone)
· USE ACETAMINOPHEN FOR ANALGESIA!
· Glucosamine: some evidence that it helps with OA—it is a component of cartilage
Sjogren’s Syndrome:

-dry eyes and dry mouth

-lymphocytic infiltration of glands

-are at some risk of developing lymphoma!

Case: 55 y/o WM in ER states big toe hurts ca’t stand it. No shoe on. Exam: right toe is red, hot, and swollen. Never had before. (NOTE: problem is not always seen in toe-can be in other joints like wrists, knees)

-Differential: Gout versus septic arthritis

-What is the only way to make diagnosis? Fluid aspiration and look for uric acid crystals (negative bifringement)—With patient-uric acid crystals found-so patient has gout

-What is treatment?

a. Allopurinol—NO, NO, NO, NOT FOR ACUTE PROBLEM B/C CAN MAKE WORSE-BUT DOWN THE LINE FOR PROPHYLAXIS IS BENEFICIAL

b. **Indomethacin-for acute gout

c. Unless contraindicated, steroids can also be used

-In a few weeks need patient to come back to check uric acid levels in blood and if high-consider allopurinol administration. There is no need to check uric acid levels initially-only later check.

-Can use low dose colchicines for prophylaxis

-Patient is also at risk for kidney stones!

Pseudogout: cause-calcium pyrophosphate crystals. X-rays shows chondrocalcinosis. It can be associated with systemic conditions such as hyperparathyroidism.

Case: 75 y/o WW with headache for past few weeks. No problems before. No vision changes. No shoulder pain. Headache is in temporal area. (WHEN HAVE ANY OLDER PT WITH NEW ONSET HA-RED FLAG!). On exam: cannot palpate temporal artery. Patient also has jaw claudication.
 (Diagnosing this patient is important b/c this condition, see below can lead to blindness)

-ESR is 100 (very high). 

-What do you do now? Biopsy temporal artery and start patient on high dose prednisone (even before do biopsy)

-Patient has temporal arteritis

-Polymyalgia Rheumatica (PMR)-patient will present with pain and stiff shoulder. Headache also associated. ESR levels also would be high. Patient will respond to 10 mg prednisone very quickly-will go away almost overnight!

-Both PMR and temporal arteritis are supposed to go away with time spontaneously!

Case: 55 y/o WM with proximal muscle weakness. Exam revealed marked muscle weakness. No rashes. CK levels were very high.

-With polymyositis: see NO SKIN CHANGES

-With dermatomyositis: SEE SKIN CHANGES, also periorbital swelling. These patients should have kinetic studies and muscle biopsies

-With both polymyositis and dermatomyositis—there is small risk of an underlying lung or colon malignancy!

Psoriatic arthritis: see pitting of fingernails. Xrays show “punched out lesions.” Dactylitis (sausage digits) can also be seen.

-Most autoimmune diseases are seen in women!

Ankylosing Spondylitis:

-seronegative

-MEN commonly seen in

-HLAB27 predisposition

-would see fractures of vertebrae

-patient can come in initially with low back pain—sacroilitis (On plain Xray would see inflammation)

-with these patients can also get aorta root involvement and iritis

-Treatment is with anti-inflammatory drugs

Reiter’s Syndrome:

-see with men (young) who come in with urethritis. Then arthritic knee and conjunctivitis

-infectious etiology

-Reiter’s is chlamydia associated, sometimes bacteria infections (ex. Campylobacter)

-Enthesopathy—see heel pain

-Treat with anti-inflammatory drugs

Case: Patient presents with acute low back pain. Was bending and lifting heavy object when started. No h/o cancer or other problems. “It hurts.” 

-There is little indication to do anything with these patients—conservative treatment—“do what you can but don’t overdo it” even if patient has tingling down legs

-HOWEVER: if patient has no reflexes in legs or urinary retention-definitely do xray

-fever and back pain = osteomyelitis

-osteoporosis and vertebral fractures

-MRI is the way to go if worried!

-Positive straight leg raise test: when raise leg-patient says pain will go down legs—nerve root involvement

-If patient has h/o cancer and now back pain—worried abut metastatic etiology—do bone scan initially!

Case: 24 y/o WW. Tired and hurts all over. Depressed?  States that hands swell. Exam: normal except some “trigger points” when exert lots pressure.  Patient cannot sleep at night, feels stiff in morning.

-What does patient most likely have?  Fibromyalgia


-With these patients-need to have rheumatology workup

-Primarily see this in whom?  WOMEN

-Not chronic debilitating disease

-If patient will exercise and stretch-will get better

-Mainstay treatment:  Amitriptyline (low dose)

Lecture #16: Acute and Chronic Renal Failure (SEE HANDOUT ALSO)

Acute Renal Failure:

-kidneys "do not work"

-3 ways to get renal failure:

a. Before reach kidney (prerenal)--blood circulation

b. After reach kidney (postrenal)--after collecting ducts

c. Kidney itself (renal)

1. Glomeruli (ex. Goodpasture's, vasculitis)

2. Tubules (filter but no reabsorption-ex. ATN)

3. Interstitium (countercurrent mechanism)--problem with osmolar gradiant

-What do you see with ARF?


What are the functions of kidney?

a. Water balance (so would see either retain water or patient is dehydrated-over correcting self)--retain water much more commonly seen

b. Remove toxins (in form of urea)--so patient would complains of fatigue, headache, mental status changes, asterixis, Nausea, diarrhea

c. Vitamin D/Calcium/Phosphorus metabolism (phosphorus is needed to make ATP and phospholipid membrane-so decreased in energy; with hyperphosphatemia--vague symptoms). Phosphorus is completely dependent on excretions from kidney

d. Makes erythropoeitin (so patient will present with anemia)

e. Renin, angiotensin (blood pressure problems; if prerenal-low BP; Renal--normal-to-high BP)

f. Electrolyte Balance (Na,Cl,K) (With Na-if problems are in tubules-see hyponatremia (weak, fatigue, Nausea, mental status changes). With Potassium--ex. Hyperkalemia-would be indication for dialysis!!!

-Potassium functions in sodium and potassium exchange to make action potential. So with hyperkalemia-see increased action potentials--increased muscle contraction; opposite seen with hypokalemia

-Causes of prereanl problems: Hypotension, hypovolemia, renal arteriothrombosis

-Causes of postrenal problems: Prostate cancer, BPH, bladder tumors, stones (especially if only have one kidney), urethral obstruction, cervical cancer, etc.

-Causes of renal problems: minimal change disease, Focal segmental glomerular disease, ATN, interstitial nephritis. NOTE: WHEN SEE INTERSTITIAL NEPHRITIS THINK DRUG-INDUCED (BACTRUM, ACE INHIBITORS). Lisinopril is a vasodilator.

-one sees uremic frost in renal failure patients (chronic)--not a good sign!

-If patient does not produce any urine-get foley placement so that can get U/A and look at sedimentation, etc.

-The best volume expander in patients with renal failure is BLOOD!

-In DM and polycystic kidney diseases are the only diseases that would see normal sized kidneys in chonic renal failure (everyone else with CRF--small, shrunken kidneys)

-mannitol is a concentrated sugar-so when give to ARF patient will make them, like a DM, "pee like crazy"

-With all dialysis patients on machine, given small dose heparin to prevent clot formation but with pericarditis patients, no do this b/c cause tamponade. With these patients (pericarditis)--given diasylate instead.

-Calcium and Phosphorus: When calcium goes up, phosphorus goes down. So with renal failure patients, can get secondary hyperparathyroidism (renal osteodystrophy associated also)

-Vitamin D helps absorb Calcium and phosphorus into body.

-When give renal patient erythropoetin, must give iron with it-b/c both are needed to make more RBC in these patient. No iron-not able to make RBC.

-Goodpasture's: renal and pulmonary problems seen

Lecture #17: Glomerular diseases

Primary: disease confined to the kidney and any systemic effect is a result of the glomerular dysfunction

Secondary: when the glomerular disease is a part of systemic disorder

Nephritic syndrome: acute glomerular injury

1. Proteinuria (<3 gm/24 hour)

2. Hematuria

3. HTN

4. +/- Extracellular Volume Expansion

-Prototype: Poststreptococcal GN

-Patient presentation:

a. urine is getting dark

b. HTN symptoms

c. Lower extremity edema

-SLE can present acutely as nephritic syndrome

-Exam presentation:


VS: Increased BP


HEENT: Rash, fundus (increase BP), mild JVD


Heart: if endocarditis-murmur; if increased BP-loud S2 (larger

systolic pressure closing aortic valve)


Chest: +/- crackles


Abdomen: None


Extremities: Trace edema

-Labs to order: U/A, 24 hour urine collection, CBC, BMP, HIV, Hep Screen; 3 important tests also: complement, antiglomerular B.M., and ANCA

-Two diseases that cause both renal and lung problems: WG and Goodpastures

-Test to prove had Poststrep GN:  ASO levels in blood (Anti-streptolysin levels)

Complement         Antiglomerular B.M.     ANCA     (Patient has)
Decreased

Normal

N

SLE

Normal

Increased

N

Goodpastures

Normal

Normal

Up

WG

-Imaging to order: Renal U/S (Chronic renal failure and big kidneys—think DM)

-Other test to do?  Renal Biopsy

-How would one manage nephritic patient?

a. Treat underlying cause

b. Treat HTN

c. Steroids and Immunosuppression

Nephrotic Syndrome:

-Characteristics: 

a. Proteinuria (>3gm/24 hour)

b. Hypoalbuminemia

c. Edema

d. Hyperchoesterolemia

(NOTE: IF PATIENT HAD NEPHROTIC RANGE PROTEINURIA AND HEMATURIA—THINK FSGS)

-Prototype: Minimal Change disease (most commonly seen in kids)—(Light microscopy see nothing, but EM shows fusion of foot processes)

-NEPHROTIC SYNDROME IN ADULTS-MALIGNANCY PROCESS UNLESS PROVEN OTHERWISE (MM, LYMPHOMA, COLON CANCER, BREAST CANCER)

Symptoms: Swollen (also in morning-eyes swollen shut)


      DVT,PTE (hypercoagulable states)


      Infection (because spilling all antibody out of body)-especially spontaneous bacterial peritonitis

                  CAD (b/c loose cholesterol floating around body)

Exam: VS: BP is normal/elevated


HEENT: JVD, swelling


Heart: None


Lungs: Pleural effusions?


Lymph nodes: check for enlargement


Abdomen: Ascites


Extremities: Edema

Labs to order: U/A, 24 hour urine, CBC, BMP, HIV, Hep screen, SPEP and UPEP (to r/o MM), albumin

Imaging: Renal U/S, +/- CT chest and abdomen-look for malignancy

Other test: Renal Biopsy

-MM symptoms: Lytic bone lesions, G protein spike, bence Jones protein in urine, anemia, hypercalcemia

Treatment:

a. Treat underlying problem

b. DVT prohylaxis

c. ASA, cholesterol meds

d. Diuretic therapy

e. ACEI or ARB

f. Steroids

Proteinuria:

-excretion of protein in urine of more than 150 mg in 24 hour period

-Renal causes: glomerular diseases, tubulointerstitial nephritis or orthostatic proteinuria

-Asymptomatic to nephritic syndrome presentation depending on etiology

-Labs: U/A, 24 hour urine protein, CBC,BMP

-Other: Renal Biopsy

-Treatment: 

a. Treat underlying etiology

b. ACEI and ARB

c. Increase dietary proteins

Hematuria:

-presence of RBC in urine more than 3-5 per HPF of urine sediment

-Patient present with dark urine

-Cause (diiferential):

a. Renal: congenital: polycystic kidney, Inflammatory: GN, UTI, Trauma: Blunt, Renal cancer, other: stones

b. Ureters: stones

c. Bladder: congenital: diverticula, trauma-s/p cystoscopy; infection: cystitis, cyclophosphamide toxicity, TCC of bladder, stones

d. Prostate: prostate cancer, BPH, prostate stone

e. Urethra: urethritis, stones (see especially in kids)

f. Female GU: on cycle?, malignancy

g. Seminal vesicles: seminal vesiculitis (ejaculate bloody)

h. Systemic: coumadin toxicity, HTN, coagulation defects

-Exam usually not tell you anything

-Labs: U/A (above 5 RBC/HPF hematuria); remember could also be do to myoglobinemia or pouring out hemoglobin (see positive dip but normal RBC/HPF)

-Can do 3 cup test: patient pees in 3 cups-1st when start, second-middle, third-at end: U/A all cups

a. If blood in all 3 cups: renal problem

b. If blood in 1st cup but dwindles: urethra site problem

c. Last cup more blood than first: bladder (b/c squeezing at end)

-Imaging: Renal U/S, IVP; if nether show anything then refer to urology for cystoscopy

-Other: Renal biopsy if indicated

-Treat: the cause


Nephrolithiasis:

-renal calculi arise due to calcification or precipitation of salts in renal papillae

Etiology: Calcium phosphate stones, Calcium oxalate stones (see especially in inflammatory bowel disease), uric acid stones, cystine stones, struvite stones

-Symptoms: Asymtpmatic, but can present with colicky pain, hematuria, dysuria, frequency, symptoms of UTI

-Exam:


General: severe pain if having renal or ureteric colic pain


VS: fever if UTI


HEENT,Cardiac,Chest: nonspecific findings


Abd: CVA tenderness, suprapubic tenderness

Acute Papillary Nephritis: Patient with diabetes, on ASA therapy—slough kidney papillae; see flank pain and hematuria. Diagnose: kidney stone with dirty urine, fever, pyelonephritis, and kidney stone

-Labs: U/A, 24 hour urine for calcium, phosphorus, uric acid, oxalate, creatinine, sodium, potassium, and cystine

-Imaging: Plain radiographs, IVP, U/S, CT

Other: cystoscopy

-Treat:

a. Increase fluid intake with urine strain

b. Treat underlying problem

c. Pain management

d. Extracorporeal shock wave lithotripsy

e. Surgical removal

-If INR 6.0 and hematuria—would definitely do workup even if suspect coumadin toxicity; same goes for GI bleed and coumadin toxicity—scope patient!

