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o cholestyramine, colestipol, and colesevelam
« Mechanism

o binds to bile acids and prevents reabsorption of bile acids in the distal ileum

= this forces the liver to make more bile acids by using the available cholesterol in the body

+ Ciinical use : .
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~Homozyg,amilial
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o inhibits sterol transporter at the small intestine brush border, preventing the absorption of cholesterol

= this decreases the hepatic stores of cholesterol Se: ADEK

» Clinical use

o primarily decreases LDL VLFT (¢ Livey 'FGNMVC)
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MORPHOLOGIC FEATURES of Myocardial
infarction (see table 12-5 in Robbins, page 544)

Contraction band necrosis (CBN) "/7=™*

* Contraction band necrosis: occurs in myocytes that are already

* GROSS (MACROSCOPIC) "
* At autopsy, gross changes may not be seen for up to 12 hours
after infarct, 6 at the earliest.
«12)to 24 hours: Dark mottling
« Tto 10 days: yellow-tan dlscoloranon and softenmg (necrosis).
« 13 days: mottling with yellow-tan infarct cente
+ 3-7 days: Hyperemic border; cen(ral vellow tan softenmg
. 7-10 (_1avs: maximally yellow-tan and soft, with depressed red-tan
margins
* 10 to 14 days: Red-gray depressed infarct borders
* 2 to 8 weeks gray-white scar, peripherally to central.
* Greater than 2 months-white scar.
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* Also seen in sudden cardiac death with V. fib, increased
catecholamines

« Appearance: Dark eosinophilic stripes across cardiomyocyte
* Composition: closely packed sarcomeres due to

hypercontraction of myofibrils

* Pathogenesis:

* Irreversibly damaged myocytes have plasma membrane
defects

* during reperfusion, increased amounts of calcium enter the
cell causing hypercontraction of myofibrils

-3 days
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Injury

Zone of injury does not repolarize completely
Remains more positive than surrounding tissue, leading to ST elevation

T remains flipped (abnormal repolarization paths along
injured/ischemic areas of myocardium)
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Memory/cognition,
Balances dopamine for
control of movement in
nigrostriatal pathway; in
nucleus accumbens, Nn
increases dopamine
release

Present in many
interneurons

Sympathetlc

al?,B(?2) | Fear, anxiety
Mood, learning

a2 Increases signal to noise
ratio

Decreases outflow Autoreceptor Decreases outflow

Miosis, lacrimation
Lacrimation
Contract (accommodation)

Ciliary musc

Mydriasis
1 Aqueous humor

contraction Bronchiolar
muscle

Decreased rate

On vasculature not
innervated, but stimulation
by exogenous agonists

T NO release

Secretion, peristalsis

(M2) relaxation

Liver

Kidney
Detrusor contract Bladder
Trigone, sphincter relax (fyi

M2 is involved)

Erection (via T NO) Male GU

Uterus

- -

Blood vessels

Sphincters

"l Sweat glands

relaxatlon

1 rate, force,
conduction,
automaticity
Contraction, T BP
Relax, | BP (stimulated
by EPI from adrenal)

Various® | | secretion, | peristal.
al contraction

Glycogenolysis,
gluconeogenesis
3

Detrusor relax
Trigone, sphincter
contract

(a1 [ejaculation |
BZ Relax (gravid & non)
Thermogenesis,

lipolysis, | leptin
release

Skeletal



