Could Mr.C.'s foot numbness be related to his stroke? What other causes could there be for this pattern of numbness? (From the last unit, remember his history of alcohol intake, Type 2 diabetes and colorectal cancer).
Simply, No.

A CVA is a disease of vascular origin due to atherosclerosis, emboli/thrombosis, hypoxia (as in shock), or hemorrhage (Dunphy, 2004, McCance & Huether, 2006). Contributing factors are age, race, family Hx, etoh abuse, obesity, sedentary lifestyle, DM, smoking, hypertension, hyperlipidemia, AF (atrial fibrillation), recent MI, carotid stenosis, and oral contraceptive use after age 35 (Dunphy). 
Clinical presentation includes (but depends on location): altered LOC, disorientation, confusion (40%), aphasia, dysphagia, dysarthria, cortical blindness, visual field defects/double vision, sluggish pupil responses, hemiparesis/plegia, and seizures (Dunphy, 2004). 
Mr. C has bilateral paresthesia which predates his CVA. His CVA, which affected his right cerebrum, is evidenced by left sided weakness (McCance & Huether, 2006). The physiology of the cerebrum lends itself to the classic presentation of CVA’s, that being contralateral hemiparesis/plagia. This is due to the deep branches of the anterior cerebral artery (ACA) extending into the medial aspects of the parietal and frontal lobes. The occlusion of the ACA will produce contralateral motor and somatosensory deficits, particularily of the lower extremities (Agranoff, A., 2006).
In Mr.C’s case foot parasthesia is most likely to be caused by his poorly regulated Type 2 diabetes. Cameron and Cotter (1997) state that reduced nerve perfusion is an important factor in the development of diabetic neuropathy and that this hypoperfusion significantly limits nerve repair. Srinivasin et al (2000) suggest that the slow progressive nature of diabetic neuropathy is that the apoptic cascade cycle is activated in peripheral sensory nerves with observed mitochondrial dysfunction.

Other metabolic changes, related to Type 2 diabetes, are high polyol pathway flux, Increase advanced glycolysation, elevated oxidative stress and impaired omega- 6 essential fatty acid metabolism. 
Cameron & Cotter (1997) suggest that vasodilators should be included in treatment for diabetic neuropathies but as Mr. C has had a CVA a vasodilator could have significant deleterious effects as the type of CVA (Embolic, Thrombotic, Hemorrhagic or Lacunar) he had is unknown. With Mr.C’s liver metastasis the possibility of impairment in clotting factor production along with vasodilators could potentially increase chances of further hemorrhagic type CVA’s (if this is the type that he had). Also given S/E from many vasodilators as orthostatic hypotension along with impairment of peripheral nerve sensation in his feet puts Mr. C at a high risk for falls

Other causes of parasthesias include etoh abuse, vitamin B12 deficiency, DM (peripheral neuropathy), radiation, claudication, CTS (carpal tunnel syndrome), electrolyte disturbances such as K or Ca 2+ or a radiculopathy (McCance & Huether, 2004, Sheth, K., 2005). Given that Mr.C has multiple concurrent illnesses of chronic origin he could have paresthesia because of poor blood glucose regulation in combination with regular alcoholic intake. Also to consider, is the combination of Type 2 diabetes with the neurotoxicity of many of the cancer drugs that are being used to treat colorectal cancer (Leonard et al., 2005). Alcohol is known as a tissue irritant and increases the risks of CAD (coronary artery disease) and hypertension due to elevating triglycerides (Miller & Keane, 1983). In addition to these adverse effects, etoh also causes primary axonal sensorimotor peripheral polyneuropathy which typically presents in the lower limbs with parasthesias and a lack of proprioceptor sense (Laker, S., 2006). This author also explains that the etoh serves to demylinate the neural fibers irregularily and degenerates the axons although the true role of etoh in the role of neuropathy is still under review and that it could be related to nutritional deficiencies such as B12 (thiamine) in conjunction with the direct toxicity of the etoh.
Mr. C has multiple guns all aimed at his nervous system. It could be one bullet which has hit the target or it could be a cumulative effect from them all getting a bulls-eye.
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