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[Abstract] Objective

thalassemia and non-deletion o thalassemia in Shenzhen area. Methods

To analyze the hematological features and types of gene mutation of o«f compound
3 082 patients with suspected thalassemia
screened by the hematological and hemoglobin electrophoresis screening in our hospital from May 2013 to May 2014
were collected and detected the gene changes in the commonest 17 kinds of B thalassemia mutation, 3 kinds of «
thalassemia point mutation and 3 kinds of deletion « thalassemia among Chinese population. Results Among 1 042
cases of thalassemia definitely diagnosed by gene, 35 cases were off compound thalassemia and 60 cases were non-
deletiona thalassemia. off compound thalassemia was manifested by microcytic hypochromic anemia and the increase of
Hb A2. The mutations of CD41-42(37.1%) ,1VS-2-654 (31.4%) and-28 (14.3%) in B thalassemia gene were com-
mon, while the « thalassemia gene was dominated by——%* (42, 1%) ;in non-deletion athalassemia,a®a/aa and a®a/aa
were manifested by microcytic and hypochromic, a"® «/aa carriers had no hematological abnormal manifestation and
o® o/ aa was accompanied by the Hb A2 decrease, the constituent ratio of Hb CS,Hb WS and Hb QS were 54.1%,
31.1% and 14. 8% respectively. Conclusion

thalassemia in Shenzhen area are 1. 14% and 1. 9% respectively. The patients of these two kinds of thalassemia all

The occurrence rates of o compound thalassemia and non-deletion «

lack the changes of specific hematological indexes.
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TR LT AR B B (T4 5)

S RBC Hb MCV MCH MCHC RBC-SD Hb A2
- (X102/L) (g/L) (L) (pg) (g/L) %) %
BELH 5.11-40.83 111+13.24 67.675. 20 21.941.77 324414, 84 15.741.57 5.8740.59
«“So/aa 4.60+0.86 121+20. 99 79.8+8.18 26.643. 66 332419. 30 13.8+1.81 2.140. 30
«®a/an 4.66+0. 24 11846. 95 76.041.02 25.440.55 33445, 89 14.340. 10 2.740. 21
o"Sa/aa 4.5840. 69 128413, 82 81.975.39 28.242.31 344414.57 13.8+1.36 2.840.2
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CD41-42(-TCTT) 4 3 3 3 0 0
IVS-2-654(C>T) 2 4 1 0 1 1
28(A>G) 5 0 0 0 0 0
CD17(A>T) 1 0 1 0 0 0
29(A>G) 1 0 0 0 0 0
CD71-72(+ A) 0 1 0 0 0 0
IVS-1-1(G>T) 1 0 0 0 0 0
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