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Deletions found in our cases were focused in two regions of the dystrophin
gene: 4-19 exons zone and 45-52 exons zone (Table |). In nine cases (32.1%),
deletions were close to the 5' end (4-19 exons) and in 18 cases (64.3%) close
to the 3' end (45-52 exons). One case had a large deletion beginning from the
5' end and extending to the central zone (4-44 exons). The most frequently
deleted exons were the 47%, 48" and 49" exons, detected in eight cases (28.6%).
Deletion of the 8™ exon was seen in seven cases (25%).

Table I: Deleted Zones and Extent of Deletion in 28 DMD Patients .

Case Deletion . Exact Extent Case Deletion Exact Extent
No. Detected of Deletion No. Detected of Deletion
1 8-13 15 45-50 45-50
2 8-13 16 48-50
3 13-19 : 17 45 45
4 13-19 - 18 . 45-52 45-52
5 8 ' 19 47
6 8 : 20 46-47 46-47
7 50-52 50-52 21 48-52
8 45-50 22 _47-48 47-48
9 46-47 46-47 23 ' 45 45
10 45-50 _ 45-50 24 48 -
11 19 - - 25 51 51
12 51-562 ' 26 50 50
13 48 48 27 8
14 51 . 51 28 4-44

There was no correlation between the extent of deletion and other parameters
[TMSS, EF, CF, VC pred %, 1Q levels and Dys |, lll (+) or (z) fiber ratios] (Table II).
However, when the location of the deletion was taken into account, the ratio of
Dys | (+) fibers was significantly different in the two groups (p < 0.002). The
results of other laboratory findings did not differ significantly (Table Il). Another
interesting observation concerning the location of the deletion was that five of
the six (83.3%) short patients had a deletion close to the 5' end (4-19
exons zone), especially in the 8" and 13" exons (Table lll).

Walking capability is such an important parameter that it is included in the
diagnostic criteria®®. Hence, the relationship between the location of the deletion
and the age at which the patient could not walk was analyzed by a more detailed
(x? test) analysis (Table IV), and no correlation was found.

Figure 1 depicts a graph of the relationship between age and walking capability.
The aim was to show that the deleted zone has no effect on the age at which -
the patient could not walk, and to reveal the possible walking ability of a DMD
patient at a proposed age.
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