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are responsible for most of the phenotypic features In
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Microdeletion of 14922923
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The brain magnetlc resonance imaging : :
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in this case
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Conclusion

 GH therapy slightly improved growth rate in this case,
but since GH deficiency was probably not the only factor

[Endocrine examination (day 26)] responsible for growth retardation, in patients with

FT3 2.96 pg/ml ACT_H 16.1 pg/ml 14922923 deletion, GH therapy was not completely

FT4 0.74 ng/dl () Cortisol 1.0 pg/dl (]) effective in stimulating normal growth.

TSH 1.92 plU/ml LH =0.07 miU/mi(}) » This finding is not unexpected because previous reports
IGF-1 11 ng/ml () FSH =0.30 miU/ml (})

showed there were patients with growth retardation In
the absence of GH deficiency and growth was difficult to
correct with GH therapy In patients with GH
deficiencyl 2

Arginine stimulation test (day82) Testosterone =0.03 ng/ml ()
GH 1.3—1.2(60min) ng/ml (}) PRL 7.80 ng/ml

[Karyotype] 46,XY
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