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3 exams + finals

Each exam worth 35 points: 105 points total

If your happy with your score at that point you can not show up for the final

The final will come directly from the first 3 exams

 

Review:

I. Lesion (?)

a. = deficit

i. There is a loss of function

ii. Not in increase or enhancement of function

iii. Not a change in function

b. The majority of Pts come in for PAIN

i. As chiropractors we immediately go to the neuro-system

ii. We look for a problems with the nerve

iii. Pain is not a deficit, it is the normal function of pain nerves

II. Neuropathy

a. Disease of a nerve

b. If we are experiencing a neuropathy, the only thing we will see is a deficit

c. Neuropathy can cause pain, it is natural for a damaged nerve to experience pain

i. This is referred to as neuropathic pain

d. Nerves generally do 

i. 3 things

1. Sensory

2. Motor

3. Reflex

ii. We test these things for 

iii. If a patient comes in with a blown disk and they say that they have pain shooting down their leg, 

1. when you run a pinwheel down their leg they will feel it less on the side of shooting pain. hypoaesthesia

2. You would see less strength in that leg

3. You would see decreased reflexes on that side (hyporeflexia)

iv. Most of the time when you feel pain it is somatic rather than neuropathic

III. In this class we are looking for evidence of neurological dysfunction

a. Pain is afferent 

b. If we put pressure on the c5 nerve we will feel pain

c. Pain tracts can arrive at multiple level
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I. Lesion = deficit (arrow down)

a. We have to determine if pain is caused by a deficit or by a problem at the SI joint.

b. Just because a person has pain down the leg does not mean they have sciatica or a damaged nerve

c. SI joint fracture will not cause loss of reflexes, motor function or sensory function

d. Diagnosis must be determined on more than x-ray and symptoms of pain down the leg.

e. We are held accountable for deficits

i. If a patient has a stroke, we look for deficits

 

I. We have 3 areas to look for deficits in: Sensory, Motor, Reflexes

a. Sensory

i. Nociception

ii. Mechanoreception

1. Move a body part, see if he knows when limb is being moved

iii. Only other senses we can test for

1. Spacial senses

a. Hearing

b. Vision

c. Taste

d. Smell

2. Usually CN 

b. Motor

i. Strength

1. Doing a general examination of myotomes and see where they relate

ii. Tone

1. Hypotonic musculature

iii. If you have both of these you probably have LMN lesion

c. Reflex

i. DTR's 

ii. Superficial

1. These should interest us more than you think. He thinks they are wrongly ignored

2. IE: Sneeze = mucous membranes

a. Corneal reflex: touch the cornea & blinks

b. Cough reflex

3. If we have the reflex it means we have a healthy nervous system

a. We should be looking for the AFFERENT rather than the EFFERENT cause of problems

i. IE guy smokes 2 packs a day and coughs a lot, there is nothing wrong with the nerve the guy needs to quit smoking. 

b. We have been trained to think EFFERENTLY rather than AFFERENT.

iii. Several varieties

II. Normally we will not be dealing with deficits

a. We should be looking for the afferent source
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I. Pain is the body's way of telling the brain something is going wrong in the local tissues

II. Pain is carried by healthy nerves

a. 2 types

i. Aδ fibers

1. Sharp, superficial, 

2. well demarcated

a. Somatotopically discriminated

b. Patient can take one finger and point to it

i. Very clear and distinct

3. Dermatomal pain

4. Sciatica is usually Aδ fibers

5. Spinothalamic tract

a. Carries 2° Aδ fibers from the spine to the thalamus

6. Thalamocortical tract

a. Enters post-central gyri

b. Homunculus 

ii. C-fibers

1. Deep, dull aching

2. Poorly localized

a. Patient will use whole hand

3. Much more abundant than A fibers

4. Do not reach cortex

a. Travel in spinoreticulothalamic pathway (FYI)

i. Input from laminae VII and VIII

ii. Travels to the thalamus and then stops

iii. Also goes through reticular formation and then the Limbic system (seat of the emotional center) and the hypothalamus (seat of the autonomics)

III. Homunculus

a. If I bump my ulnar nerve where do I feel the sensation

i. You feel it in your pinky finger, did the nerve do anything to the pinky finger? 

ii. No, your nerve sent a signal up to the brain saying there is pain in the pinky, even though there isn't. 

b. Amputations

i. Phantom pain: when you still feel sensations in a missing limb. 

c. Plasticity

i. When your neurons change and give us a different understanding

ii. FI: when you are missing a limb and you still feel sensations from it but as time goes on your brain learns that the limb is missing and ignores those 

IV. Signs of Neuropathy

a. Neuropathic pain is percieved distal to the site of lesion. 

i. Called Tinel sign

ii. Dr. Tinel

1. A surgeon during the civil war, saw bone type of surgeon. 

2. He would re-attach the nerves grossly, the distal nerves would still undergo wallerian degeneration and tested them after healing

3. When he would test them he would tap on where he reattached the nerve and they would feel sensations in their fingers, as they went on they would feel it more and more distal.

iii. Now when you do a SLR and the pt feels shooting pain it is called a + Tinel sign. This is a neuropathy
1. If the pain radiates throughout the low back, it is a - Tinel Sign

b. Paresthesia

i. Abnormal sensation: Often called pins and needles or tingling

ii. The only known cause of paresthesia is neuropathy. 

iii. Is it a nerve root or a peripheral nerve. If you have them drop their wrists together this should give a positive tinel sign. If + may be carpal tunnel. 

c. Hypoesthesia: decreased sensation on pinwheel examination

i. Hyperesthesia has never been indicated in a neuropathy. 

ii. Occasionally something around a subluxation makes a nerve hyperasthetic

d. Remember Neuropathic pain is carried by A-fibers

i. A-fibers always dominate C-fibers, this is why when we have deep dull ache we rub it we fire off the A-mechanoreceptors. 

ii. A-fibers never override other A-fibers
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I. Pain

a. Can come from 2 sources

i. Somatic/visceral

ii. Neurological

1. AKA neuropathic pain

2. There is a difference between patients that have a wrist sprain (somatic) and patients that have carpal tunnel (neuropathic)

3. The presentation of nueropathic pain is different than somatic

a. Always sharp

b. Superficial 

c. Well demarcated

i. They can point to the pain with one fingertip.

d. Somatic pain can be these things as well, so know this is helpful but is not definitive.

4. There are other way to tell the difference

a. Tinel signs

i. Doing cervical compression, and they feel pain in their fingers/arms

ii. Doing a SLR and getting pain down the leg

iii. In facets the pain is sharp radiating and in the location of the facet

1. When the pain is neuropathic you feel it distal to where the test is being stressed

1. This is called peripheralized pain

iv. WE need to explain the pain (somatic or neuropathic)

1. The type of pain will give you 90% of the diagnosis

 

a. Paresthesia

i.  better than pain in diagnosing neuropathic pain than the tinell sign

ii. THE ONLY KNOWN CAUSE OF PARESTHESIA IS NEUROLOGIC LESION

1. If there is not paresthesia it does not guarantee that it is not neuropathic

2. If there is paresthesia it is guaranteed that it is neuropathic

iii. Be aware of diabetic neuropathy, can sometimes cause paresthesia in the extremities

a. Pain is carried over A and C fibers

i. Mostly A carried in the spinothalamic tract, go from spinal level to the thalamus, then from the thalamus to the cortex

1. Thalamic pain: is always described as Deep and dull, Thalamus can only perceive pain, it cannot localize it. The cortex localizes (discriminate) the pain

a. If you draw a figure eight on their hand, and the pt can tell you that you're stroking their hand but not the figure they can tell you the pattern.

i. This shows lack of discrimination, a sign of a cortical lesion: agnosia - specifically tactile agnosia

ii. Another example is if pinpoint pain causes deep dull pain.

1. Lack of point localization

iii. See if they can discriminate size and shape of an object without seeing it: stereognosia\

b. There is also audioagnosia, when you can hear but you cannot tell what they're saying. 

ii. C is carried in the spinoreticular tract

1. These fibers only travel up to the thalamus

2. Cortical neurons discriminate pain from a fibers but the c fibers only tell there is pain does not localize it. 

b. If you pinch a nerve, both A & C fibers fire, but the signal is interpreted as if it cam from the terminal ending

i. If pain shows up in a dermatome, it is segmental
ii. Dermatomes were named by anatomists based on nerve roots not peripheral nerves

iii. Tract = CNS

iv. Alpha motor neurons - belong to PNS and is classified as LMN

1. A lesion of this would represent as flaccid

v. If you pinch a nerve root at the IVF, you are pinching a LMN

vi. You can not pinch these nerves and increase tone

c. Brachial plexus

i. The motor: alpha

ii. The sensory carries pain and proprioception & temp

iii. Plexopathy: pressure on the nerves at the plexus - aka thoracic outlye syndrome

1. Manifest down the arm as LMN lesion

2. Nerve root at IVF

iv. Dermatomes are named for the nerve root

1. Is it true that certain peripheral nerves paricitate in certain dermatomes - yes

2. The ulnar nerve - C8-T1

a. This means that 

v. Is a dermatome specific? Yes, patient can follow pain throughout the dermatomes

1. What nerve fibers end up in the cortex allow us to discriminate? - Aδ fibers

2. The pain fibers that innervate a dermatome mostly travel thorough the same IVF

3. There are c fibers innervating the skin as well, but they are not segmental.

a. C-fibers innervate the viscera

4. If I were to cut a nerve root I would eliminate all A-fiber sensation, but C-fiber sensation would be present

a. Therefore, one single nerve root lesion would not explain multiple deficits

d. If you put pressure on a nerve root exiting at the IVF, you get radiculopathy
i. Many things can cause a radiculopathy, disk bulge, hemangioma, bone spur
ii. Dermatome hypoesthesia is a perfectly good combination of terms
1. Dermatome hyperesthesia is an oxymoron

2. If we reference a dermatome, it is never used in reference to excited nervous system.

iii. We can have a mytome atonia
1. We can never have a myotome spasm

I. Dermatome are associated with neurological deficits

a. How do you find the deficits

i. Neurological exam

1. Loss of tone, sensations, strength

II. A few more words on how you can have pain and deficit

a. If you have a pain fiber it eventually enters the cord through the IVF

b. It will travel up or down a couple of levels and then synapse on a neuron in the dorsal horn

c. Neuropraxia: there is continuity of a nerve but there is a problem along the axon 

i. usually inflammation, sometimes pressure

ii. This reduces causes ischemia of the nerve (blocks the vasi nervorum)

iii. Reduces the saltatory conduction

d. 
i. So from c--> D signal will be fine, from A-->B signal will be fine but from C--> D there will be interruption

ii. The brain will interpret this interruption as pain from the finger. latency
e. If the brain doesn't get a signal it is anesthesia, but if the brain is getting a little signal is hypoesthesia

i. There is a strange phenomenon that goes along with this called paresthesia. 

ii. Only there when we have a neuropathy

f. If you actually sever the nerve, this is called neurotomesis
i. Leads to wallerian degeneration, the axoplasm disintegrates 

ii. Causes Tinel sign pain at the site distal to the lesion

g. Neuropraxia at the nerve root is a radiculopathy
i. All the signs and signals are segmental

1. Dermatome and myotome pain pattern

ii. There are Aδ & C fibers

1. A fibers are 

III. Look at questions on IQ web. 

a. Pay special attention to questions 30-75
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I. Mechanoreception vs. proprioception

a. The preferred word is mechanoreception

b. General

i. These are nerves that are based on movement

ii. These are definitely not chemoreceptors

iii. These are found predominantly in muscle, tendons, ligaments & joints

1. Also found in skin and viscera (skin is viscera)

2. For instance if you run and you feel SOB, mechanoreceptors cause this.

iv. Mechanoreceptors are not segmental cannot be lost by radiculopathy
1. General symptoms of C5 radiculopathy

a. You feel pain in the dermatome

b. Hypoesthetic to pinwheel

c. BUT YOU STILL FEEL PRESSURE IN THE SKIN.

2. Mechanoreception is preserved

3. If a patient ever feels a decrease in mechanoreception there is a serious lesion 
c. Proprioception: is perception of self

i. It is discriminated mechanoreception

ii. It must go all the way up to the cortex

iii. Agnosia represents a failure of proprioception, but the mechanoreception is fine.

1. They can perceive sensations but cannot discriminate

II. If you are treating a patient with sciatic and they develop foot drop what would you be worried about

a. Motor is strength and size of muscle

b. This is indicative of very serious neuropathy

c. The first thing to do is to diagnose if it is or is not neuropathy

i. May be diabetes

III. Conscious proprioception - agnosia

a. Cortical: It reaches the level of the cortex

i. It is discriminatory

ii. Travels in the dorsal column

b. Travel in the dorsal column

c. Akinesthesia

i. Inability to discriminate position 

ii. The most tried and true proprioception test, can pt tell you if your moving the digit up or down

1. Should be able to tell the change in 1/16" in fingers

2. The bigger the joints get the more movement it takes

iii. Proprioceptive neuroanatomy

1. Travels up limb, into the dorsal column synapses in the medulla

2. Travels up to the thalamus & synapses

3. °3 neuron goes up to the cortex

d. Astereognosia

i. Inability to discriminate shape and size of an object

ii. Ask pt to identify a familiar object

e. Agraphestesia

i. Inability to discriminate what is being written on the hand

ii. A dorsal column lesion would lose proprioception, but retain pain

1. Pain travels in the spinothalamic

2. Motor will also be preserved

f. Vibration

i. If a pt has a cortical lesion, but the thalamus is preserved vibration will be preserved

ii. Apparently vibratory sense is very primitive

iii. So even if pt is stroking out in cortex there would still be vibration

1. May be a sign of TIA (transient Ischemic Attack)

2. TIA v. Stroke

a. Stroke is death of brain tissue

b. TIA is temporary

c. If you've had 2 TIA in the past year, there is a 70% you will have a stroke in the next year

IV. Unconscious proprioception

a. General

i. Most abundant proprioception

ii. From mechanoreceptors in viscera

iii. 90% of all sensory input

1. Visceral reflexes

iv. In the spinocerebellar pathway

b. Cerebellar

i. Unconsciously coordinates skeletal muscle movement

ii. Ataxia: appearance of being drunk, pt cannot control their mm

1. Inability to coordinate or control cerebellar function

2. There is nothing wrong with the motor function, it is that the LMN are getting uncoordinated signals

3. Strongly indicated by intension tremors (not a resting tremor, usually found in parkinsons) 

4. Dysmetria: past-pointing

a. Doctor holds up his finger and asks pt to point at his finger. Pt points past it

5. Dysdiadochokinesia: inability to coordinate rapid alternating movements

a. Very common test

b. Put one had out horizontally slap your other hand front & back over and over, or touch your thumb to each finger back and forth

6. Whether the lesion is in the cord or the cerebellum won't matter for these tests. The only different test in Romberg test. If the ataxia only appears when they cannot compensate with their eyes.

iii. Basal Ganglia

1. the basal ganglion controls muscle tone via directions from the cerebellum

2. Parkinson's is a disease of basal ganglia

a. Tremors are inability to control mm tone because of basal ganglion problems

b. Both cause ataxia

iv. Betz cells

1. Kind of pyramidal cells (UMN)

2. In the cortex extend down to thalamus & synapse on LMN to cause contractions

3. In order for this process to occur smoothly must have coordination of mm

4. There are billions of mechanoreceptors in the ligaments, tendons,muscles, joints, etc... these mechanoreceptors meet in the cord and ascends through the spinocerebellar pathway to the cerebellum.

5. Premotor cortex sends input to the cerebellum telling it to coordinate the movement

6. Loss of pyramidal pathway leads to paralyzation, UMN lesion

v. Cerebellum sends a signal to the basal ganglion, which in turn sends a signal, via extrapyramidal pathways, down to γ motor neurons (fusimotor neurons) control tone. 

1. Extrapyramidal (indirect) pathway

a. Tecto, rubro, vestibulo & rectospinal pathways

2. Ataxia: the inability to coordinate muscle contractions

vi. Romberg test

1. Sign, takes 2 characteristics, essentially the lesion could be in cord or cerebellar. Is the lesion coming from one or the other

2. If you have a cerebellar problem you're screwed, nothing to help it

3. If it is spinal you can bypass the cord by using your vision to reduce the ataxia

4. + ROMBERG = USE OF VISION TO REDUCE THE ATAXIA = cord lesions
vii. Pronator sign

1. Hold arms out in front of themselves & close their eyes. If their arm drifts down & outward, this indicates a spinal lesion. 

viii. Heel to toe walking

1. If pt can't do it it's a cerebellar 

ix. Finger to nose:

x. Cerebellar lesion

1. Pt experiences subjective vertigo. 

a. Objective vertigo: objects in the room spin

b. Subjective vertigo: you feel like you are floating around

2. Vestibular lesion

a. If you sit symptoms of cerebellar lesion, if vestibular it will go away

b. Menièrés syndrome

i. Constant vertigo

ii. Hearing loss

iii. Tinitus: constant ringing in the ears. Probably the worst symptoms

c. Agnosia

i. There are several types: tactile, visual, auditory

ii. Tactile involves dorsal column

iii. There is auditory agnosia when a person hear but cannot decipher what is being said

iv. Visual agnosia: these patients are not halucinating, they see what's really there they just cannot put the correct word to it. This is different from not being able to find the right word. 

1. Wernike's & Broca's Aphasia, the patient cannot communicate their thoughts. The patient knows what they want to say but they cannot express it so they are making up words

a. This is the most disabling after affect of a stroke

d. Apraxia

i. "Inability to do"

ii. Motor deficit in which the pt cannot perform some type of motor command. Like a paralysis.

iii. If a pt wakes up and is having difficulty speaking, slurring, mumbling. Is this an aphasia or is it an apraxia of the mouth or is it an ataxia.

iv. You can tell apraxia from ataxia by testing each individual muscle in the area. If all the muscles are strong then it is very likely ataxia (inability to coordinate) if there is weakness in a single muscle it is apraxia. 

V. Standards for testing

a. Sensory

i. Pain & proprioception

1. You can go into both of these as deeply as you want. 

2. Proprioception

a. Conscious 

i. Dorsal = asterognosia, agraphia, 

b. Unconscious

i. Spinocerebellar = ataxia

ii. Romberg sign

ii. Occasionally taste, vision, auditory

b. Reflexes

i. This is a deficit

ii. Unconscious 

iii. Deep tendon reflex (DTR)

1. Spindles detect stretch in the SkMm

2. Only monosynaptic reflex in the body
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a. SA = somatic afferent

i. Anullospinar, Aβ fiber

ii. When it enters the cord it goes right through the anterior horn and to synapse on the other side

b. SE = somatic efferent

i. Alpha motor, lower motor neuron

4. Extrapyramidal tract is UMN and is inhibitory

a. The interneuron is called a renshaw cell & is 

5. There are also inhibitory signals that go to the antagonist muscles called a reciprocal inhibition

6. Is an example of the lowest level of mechanoreception

a. Does not require a tract, it goes into the cord and right back out

b. It is really just a manifestation of tone

i. When I lengthen of a muscle, the spindle assumes that  the muscle is loosing tone (even when I'm relaxing the muscle)

ii. This is the manifestation of reciprocal inhibition
1. Hering-breuer & carotid reflexes are also inhibitory reflexes

iii. The extra-pyramidal also inhibits relaxation of a muscle allowing smooth extension of muscle movements

c. There are 4 reasons that a person may be having a problem with muscle control. 

i. Increased excitation

ii. Decreased excitation

1. neuropathy

iii. Increased inhibition

iv. Decreased inhibition

1. neuropathy

d. This is why MD's give certain drugs

i. Ephedrin = increase excitation

e. If a patient comes into your office with a sore back after gardening all day

i. Is it an increase in inhibition because a UMN lesion, probably not, that means there is a pinch in the cord

ii. No it is probably over excitation

7. Superficial reflexes

a. Types

i. SA-SE

1. DTR

ii. SA-VE

1. Slam my hand in door and my pupils dilate & heart rate increases

iii. VA-SE

1. McBernies point, around an inflammed appendix the muscles go into spasm & are sore

iv. VA-VE

1. Hering-bruer 

b. In superficial reflexes something happens in the skin and causes a muscle reflex

i. Corneal reflex: Rub cotton over the eyelashes and you blink

ii. Gag reflex - you touch someone in the back of the throat and they gag. Vagus nerve

iii. Stroke near someone's umbilicus and the umbilicus follows

iv. Also the anal & cremaster reflexes

c. Superficial require cortical integration

i.  people with cortical diseases lose superficial reflexes

ii. Ie: stroke 

iii. If there is a spinal cord lesion pts will lose superficial reflexes

d. Light reflexes are also superficial

8. Pathological 

a. Most of these will be seen in infants

b. Babinski

i. Sometimes considered a superficial, except that it should not be apparent in the foot

ii. If you take the bottom of your reflex hammer and stroke the bottom of the foot you normally get planter flexion, in a baby you get an extension

iii. If you see this in an adult, the only  reason is a  loss of coritcospinal tract, UMN lesion

c. Glabellar reflex

i. Tap a child right between the eyes nose and the eyebrows and they blink, an adult will only do it the first time.

ii. The only reason for this in adults is corticobulbar lesion

d. Sucking reflex

i. Rub a babies cheek and they will turn towards stimulus

e. Hand reflex

i. Rub hand & they grab finger.

VI. Testing

a. Sharp or dull

b. Cotton

i. Light touch = spinothalamic

c. IF IT'S CNS REFER IT

VII. The sensory portion of the neurological exam is the lease reliable part

a. You're depending on the patient to relay the results of the test

b. Aδ fibers from one area tend to travel through one, same IFV (segmental)
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I. Neurological exam consists of sensory, motor & reflexes

a. We have talked to in great detail about sensory

II. Motor

a. Involves 2 tracts

b. Pyramidal (corticospinal

i. This is an uMN

ii. This pathway starts in precentral gyri

1. Remember the post is sensory

iii. If one decides they want to raise their arms this impuls started in the precentral gyrus

1. Starts in Bertz ceslls, crosses over and ends in spine

a. This tract decussates in the pyramids

2. Thses synaps on an alpha neuron (LMN) which innervates a Skmm

iv. If you lose the pyramidals, you will no longer be able to volunatery control that mm

1. This is paralysis

2. If a person has a stroke and destroys the morot & sensory cortex

a. Would have motor & sensory deficits

b. Peson complans of an extremity being "heavy" this is  their way of explaining weakness

c. UMN lesion, hypertonic (spastic) paralysis

d. Causes

i. The spindles are sending a signal to the LMN and this signal is always excitatory

ii. Inhibitory impulses from the UMN are no longer there

iii. It is not the pyramidals that inhibit th muscle spindles - these are the extrapyramidal

iv. These are extremely important to controlthe movements during muscle contractions

v. Rarely does on have simply a lesion of the Pyramidal pathway: it unilaterally involves the extrapyramidals as well

v. Loss of pyramidals - paralysis

vi. Loss of extrapyramidals - loss of control of LMN (hypertonicity

1. Loss of the causes the system to be disinhibited

vii. If person has a babinski, it has to be UMN lesion

1. Loss of pyramidals = babinski

viii. Is there such a lesion that knocks out only the extrapyramidal?

1. Parkinsons

c. T3 hemisection on right side (lose the R side of cord)

i. This is called a Brown-sequard Syndrome

ii. Can occur due to a number of things

1. Hemiangioma (tumor cells of blood which presses on cord)

2. Most of the time occur s due to trauma

iii. Sergeons go in a nd perform cordotomy

iv. Pain is absent below the lesion on the opposite side

1. This occurs because pain fibers enter the cord and decussate at the level of entry

2. Insensitive to pinpric on the left side below lesion

v. Everything else on the opposite side is normal

vi. On the side of the leison the patine has pain intact, decreased cechanoreception paralysis

1. Decreased mechanoreception

a. Test mechanoreception ( move toes etc…)

b. Mechanoreception travels up to the brain in dorsal columns, decussates in medulla

2. Paralysis

a. Pyramidal pathways decussates at pyramids and then travels down cord

b. They can't get through the lesion area, paralysis in areas belo the level of the lesion on the same side

3. Spastic 

a. Extrapyramidal

4. Reflexes are hyper

a. Spindles are functioning without any inhibition

i. Spind senses lengthening of tendon and stimulates contraction

b. Stretch reflex is what is out of control

5. Babinski

a. Loss of the corticospinals

vii. Superficial reflexes are decreased

1. They require cortical innervation

d. Clinical example

i. Chief complaint

1. Numbness of both feet/leg

a. Numbness is different for each individual, sometimes means anesthesia, sometimes hyperesthesia

2. Stumbling gait

3. Paresthesia of feet

a. Neuropathy
b. Is it peripheral or what

ii. Clinical findings

1. Akinesthesia/both great toes

2. Insensitivity to pressure

3. Absence of vibratory sense

4. Absence of 2-pt discrimination

5. Sensivite to pin pricking

6. Sensitive to light touch

7. Severe ataxic gait

a. + Romberg

8. No evidence of muscle atrophy

a. Muscle start wasting away when I'm not flexing them

b. Wouldn't a UMN/LMN cause atrophy

9. Muscle tone normal to palpation

a. UMN cause increase in tone

b. LMN causes decrease in tone

10. Muscle strength graded 3-4

11. Achilles and patellar DTR graded 2

12. No loss of bowel or bladder control

iii. Orthopedic findings

1. SLR normal

2. Absence of Tinel Sign

iv. Could it be

1. Diabetic neuropathy

a. No would include deficits in A-delta as well as C-fibers

2. Peripheral nerve entrapment

a. No, he would lose motor as well as mechanoreceptor

b. Also bi-lateral

3. Cord lesion involving multiple tracts

a. No, only proprioception is deficit

4. Leminscal lesion

a. Leminiscal = dorsal column pathway.

e. Clinical 2

i. Chief complaints

1. R. arm "numbness"

2. Areas of paresthesia

a. Neuropathy

3. Occasional pain

4. Weakness

ii. Sensory

1. Akinesthesia

2. Agraphesthesia

3. Pinwheel hypoesthesia

4. Loss of 2-pt. discrimination

5. Intact vibratory sense

a. In order to feel vibration signal must get to thalamus

6. Intact pain on deep pressure

a. Signal also must get to thalamus

iii. Motor

1. Decreased grip strength

a. Apraxia

2. Decreased forearm flexion

3. Increased tone on palpation

4. Biceps hyperreflexia

iv. Orthopedic

1. Negative cervical compression

2. Negative cervical distraction

3. Negative clavicular compression

4. Absence of Tinel sign

a. Upon stimulation of lesion site, pain is felt distal to the lesion

b. Tinel sign can only occur if lesion is in the PNS

v. Diagnosis

1. Cortical lesion -- Transient Ischemic attack (TMA)

2. Probably caused by carotid plaquing 

a. People who have these problems and CAN NOT reproduce them have a big problem

b. This means the lesion CNS

3. Most of the time you can reproduce these neuropathy. This means the lesion is peripheral.

4. If you got this patient but can't find the source of pain

a. If the story is always the same, then you should be scared

b. If the story always changes, it's probably more stress 

f. Clinical 3

i. Symptoms

1. Foot drop of gradual onset

a. Difficulty dorsiflexing foot

2. Steppage gait

3. "numbness" on dorsum of foot

4. Achiness around knee and lateral leg

ii. Sensory loss

1. Decrease in pin pricking

2. Decrease in pressure

3. Decrease vibration

a. Single nerve root would not explain any of these

iii. Orthopedic 

1. SLR -

2. Kemps -

3. Valsalva -

iv. Reflex

1. Normal ankle jerk

2. Absent Babinski sign

a. Cannot be UMN lesion: corticospinal

v. Diagnosis

1. This is not charactersitic of Diabetes

2. Lumbar radiculopathy

a. This does not fit. This means you are talking about pressure in a singel nerve root. The symptoms would have to be dermatomal

3. Cauda Equina Syndrom (this is L2 down

a. Why would it show up in one spot on one leg

4. Peripheral neuropathy (isolated)

a. This is the answer

b. Peroneal nerve entrapment

5. Cortical lesion

a. This does not make sense
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I. Lesion

a. Loss of function

b. Neurological

i. Lss of neuro

1. Neuro exam

2. Pain & mechanoreception

3. No,

a. If they did they would be localized to dermatome

4. IVF

a. Radiculopathy

5. Peripheral neuropathy

6. No

a. Dematomes DO NOT test for mechanoreception

b. Mechanoreception is present, cannot be nerve root

7. Pinwheel hypoesthesia

a. Still feel deep pressure pain & vibration

8. Both

a. If pinching at IVF both are combined at that point

9. No

a. Only the IVF manifests segmentally

10. One carries A-delta one carries C

a. KNOW THE DIFFERENCE

11. Akinesthesia, Agnosia, Agraphia

12. 3

a. Consious

b. 2 unconsious

13. Can motor deficits manifest segmentally

a. Yes, @ IVF, confined to myotome

14. Examine Strength & tone

a. Weak and spastic UMN, weak and flacid LMN

15. No

16. Disinhibition: extrapyramidal tracts

17. Positive or negative romberg

a. If tract eyesight helps

18. Inhibited by extrapyramidal

19. How do superficial reflex work?

a. Either will eliminate them

b. No such thing as a hyper superficial reflex

20.  

