Exercise 2
It remains unknown why only a small number of HTLV-I–infected individuals develop HAM/TSP, while the majority of the infected persons remain disease-free. It has been clearly demonstrated that elevated HTLV-I proviral loads increase the risk of HAM/TSP development [7, 22]. In addition, HAM/TSP patients have more HTLV-I–specific CTLs than do asymptomatic carriers [8, 23]. Recently, it has been postulated that CTLs in HAM/TSP patients have impaired function in association with degranulation of cytolytic molecules as compared with CTLs in asymptomatic carriers, which may result in an insufficient control of the virus [24]. However, it remains unclear whether CTL function is impaired in HAM/TSP patients. (106 words)

only a small number of HTLV-I–infected individuals develop HAM/TSP, while the majority of the infected persons remain disease-free (unknown). elevated HTLV-I proviral loads increase the risk of HAM/TSP development [7, 22]. HAM/TSP patients have more HTLV-I–specific CTLs than do asymptomatic carriers [8, 23]. CTLs in HAM/TSP patients postulated to have impaired function in association with degranulation of cytolytic molecules as compared with CTLs in asymptomatic carriers, which may result in an insufficient control of the virus [24]. CTL function is impaired in HAM/TSP patients (unclear).

The mechanisms underlying progression of HTLV-I infection to its most severe form, HAM/TSP, are unknown. Persons with HAM/TSP have higher proviral loads and more HTLV-I-specific cytotoxic lymphocytes (CTL) than asymptomatically infected persons. We hypothesize that these CTL may be impaired functionally, especially the degranulation of cytolytic molecules. This impairment may cause insufficient viral suppression. (54 words)
 

