Could Mr. C.’s foot numbness be related to his stroke? What other cause could there be for this pattern of numbness?   
Possible causes of numbness- stroke, diabetes, alcoholism, chemotherapy. 
The peripheral nervous system is m​ade up of 3 parts: the sensory nerves, motor nerves and autonomic nerves.  Sensory nerves are those associated with pain, touch, temperature, position, and vibration sense.  The motor nerves are responsible for voluntary movement, muscle tone, and coordination.  Lastly the autonomic nerves control involuntary muscles, intestinal motility, and blood pressure.  Peripheral neuropathy is any injury, inflammation, or degeneration of the peripheral nerve fibers.  Diseases such as diabetes, vitamin B12 deficiency, hypothyroidism, and paraneoplastic diseases, can lead to peripheral neuropathy.  (Armstrong, Almadrones & Gilbert, 2005). 

Polyneuropathy is a neurological disorder that is relatively symmetric and often involves sensory, motor and vasomotor fibres simultaneously (Merck, 1987).  Most commonly, polyneuropathy is seen in metabolic diseases such as diabetes mellitis, malnutrition or renal failure and often develops slowly over months or years and frequently begins with sensory abnormalities in the lower extremities (ibid.).
 
Exclusive sensory polyneuropathy is uncommon. It begins with peripheral pain and paresthesia, progresses to a loss of all forms of sensation. Sensory polyneuropathy may occur from the effects of carcinoma, mainly bronchogenic, after intoxication from large doses of pyrodoxine (B6), and after high-dose penicillin therapy and it affects the dorsal root ganglia (Merck, 1987).
 
  
Stroke CVA 
When a stroke occurs extremities may be affected usually unilaterally (one side of the body is affected).  Changes in sensation can include decreases in vibration, position, light touch, pain, and sharp-dull senses.  There may be a perception of numbness or tingling in an extremity.  These symptoms may also change as the stroke progresses or improves (Boss, 2006).  This is most likely not the cause of Mr. C’s numbness as it is affecting both of his feet not one side.  
Diabetes Mellitus  
Diabetic neuropathy is a chronic complication of DM.  Most complications of DM are due to hyperglycemia or poor control.  There are two stages to diabetic neuropathy, subclinical and clinical.  Distal portions of the neurons become more and more affected.  There are changes in both the peripheral and CNS.  It is characterized as axonal degeneration of the unmyelinated nerve fibers, which causes abnormalities in the Schwann cells.  Once this happens there is loss of myelin and a pattern occurs of demylination and remyelination.  There may be changes in motor nerve conduction speed, sensory perception and electromyography.  Some of these changes can be improved with good glucose control, or may be progressive.  Lower extremities are affected by parasthesias (Jones & Huether, 2006).  This could be the reason for the numbness in his feet especially since his wife states his sugars have been out of control. 

Mononeuropathies, involving a single nerve branch, are thought to develop from microangiopathy, while more diffuse neuropathies are attributed to metabolic defects and the accumulation of by-products in nerve tissues (Price, 1987).  The two major categories of diabetic neuropathy are:
1) neuropathies of the peripheral nervous system (symmetrical peripheral polyneuropathy, mononeuropathies, and diabetic amyotrophy)
2) autonomic neuropathies (cardiovascular abnormalities, GI abnormalities, urinary bladder abnormalities and sexual dysfunction) (ibid.).
 
Symmetrical peripheral polyneuropathy can affect all extremities but it most commonly affects the legs and is usually bilateral and symmetrical due to increased levels of sorbitol from the abnormal conversion of glucose to fructose (ibid.). Again, this may be the case in Mr. C’s situation.
Alcoholic neuropathy 
Chronic alcoholism can result in alcoholic neuropathy.  This can include damage to the motor, sensory, and autonomic nerves involved in controlling the muscles of the legs, arms, and internal organs.  Symptoms can include numbness, weakness, pain, and a burning pins and needles feeling on the skin.  There can also be decreased sensation and depressed deep tendon reflexes.  There may be some improvement and stop in progression if the person abstains from alcohol and receives appropriate nutritional supplements (Lehman & Pilich, 1993).  If this is the cause of the numbness, perhaps there would be some improvement if Mr. C. were to stop drinking.   
 Chemotherapy 
Peripheral neuropathy can be caused by toxicity of chemotherapy drugs such as cisplatin, paclitaxel, and vincristine, oxaliplatin and bortezomib.  It can occur in 10%–20% of patients with cancer.  Severity can range from mild distal paresthesias to as severe as being bed ridden and unable to ambulate.  Patients who receive cisplatin, may not become symptomatic until several months after the administration of the drug as it can cause delayed neuropathy.  Chemotherapy-induced peripheral neuropathy has a stocking-glove distribution, in which the distal area of the extremity is affected first (e.g., fingertips and toes), then it progresses medially toward the trunk. (Armstrong, Almadrones & Gilbert, 2005).  If Mr. C. will be receiving more chemo for the metastases, his numbness may worsen if it is from the original chemo.  
Given Mr. C.'s age (70) and multiple medical conditions, you wonder if he could have a subdural hematoma. Why would he now, when it is weeks after the head injury?

Subdural hematomas often result from injury to the brain and its parenchymal vessels. The source of many subdural hematomas are from veins that drain the brain’s surface into the sagittal sinus (Walleck, 1987). These veins may bleed into this space and a hematoma may develop. Since subdural hematomas are usually venous in origin, the hematoma is likely to develop slower and into a mass large enough to produce symptoms, whereas arterial hemorrhages develop more rapidly (ibid.). Subdural hematomas may be considered acute, subacute or chronic.
 
After the initial bleed, the subdural hematoma may enlarge over time as the breakdown products of the blood draw more fluid into the subdural space. Acute subdural hematomas may manifest signs within 48 hours of the initial injury, with signs and symptoms similar to those associated with brain tissue compression (decreased LOC, headache, drowsiness, nausea, vomiting, anisocoria, dysphagia, cranial nerve palsies, nuchal rigidity, ataxia and confusion). Pupils will eventually dilate and become fixed. An acute subdural hematoma (SDH) may be accompanied by a "transient lucid interval" followed by progressive neurological decline to a coma. Subacute subdural hematomas occur within 2 to 14 days of the injury and failure to regain consciousness is likely. 
Chronic subdural hematomas develop over weeks or months following what may have been thought as a minor head injury. The peak incidence of chronic subdural hematoma is between the ages of 60-80 years due to a potentially larger subdural space availability (ibid.). This space is created by brain atrophy. With atrophy, the brain still remains attached to various supportive structures but is subject to tearing when there is increased tension. The insidious onset of headaches, light headedness, cognitive impairment, apathy, somnolence, and occasionally seizures are some of the symptoms related to a chronic SDH.  Many of these symptoms do not become apparent until weeks after the initial injury. Chronic alcoholics are prone to cerebral atrophy and the development of subdural hematoma (ibid.).

 
Some symptoms may mimic other health problems in the elderly, including vascular disease and senile dementia, somnolence, confusion, lethargy and memory loss, thus delaying the diagnosis of subdural hematoma in the older adult (ibid.).

Mr C may have developed a chronic subdural hematoma following his fall in the hospital where he was told he had a "head injury".  After the initial head trauma and the possible development of an acute subdural hematoma a chronic subdural hematoma may have developed. Following the initial head trauma to the meninges and an initial acute subdural hematoma dural collagen synthesis occurs and fibroblasts spread over the inner surface of the dura and form a thick outer membrane.  A thinner inner membrane develops and this results in the clot being fully encapsulated and usually takes around two weeks.
 

So, it is possible that Mr. C, who is 70 years old and drinks excessive alcohol, to have a subdural hematoma even weeks after the head injury. He had a head injury accompanied by dizziness and nausea and vomiting with the initial head trauma.  The time frame for the development of a chronic SDH also fits as it is more then two weeks after the initial injury and he continues to have some cognitive impairment which could be a result of his head injury.
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