DOl : 10.3345/kjp.2008.51.7.742

Prader-Willi 5% Zo}o A X

= Abstract =

."

o

.

Korean Journal of Pediatrics Vol. 51, No. 7, 2008
[l Original article : Clinical study [l

2 AR Gae R4

ko)t o) sl et Zo}uletaal

HH 74

10O

7

. X
o

—

rlo

-3

=

ot

Effects and adverse-effects of growth hormone therapy in
children with Prader-Willi syndrome: A two year study

Su Jin Kim, M.D., Joong Bum Cho, M.D., Min Jung Kwak, M.D., Eun Kyung Kwon, M.D.,
Kyung Hoon Paik, M.D., Ph.D., and Dong-Kyu Jin, M.D., Ph.D.

Department of Pediatrics, Sungkyunkwan University School of Medicine, Seoul, Korea

Purpose : The objective of this study was to evaluate the effects and adverse side-effects of growth hormone (GH) therapy

in children with Prader-Willi syndrome (PWS).

Methods : Forty-one patients who had been treated with GH for more than two years (24 boys and 17 girls, mean age 7.3
+3.3 years during treatment initiation) were enrolled for this study.

Results : After 2 years of GH therapy, the height and weight standard deviation scores (SDS) increased significantly (-

119+

1.37 vs. - 0.02*£1.45, and 1.02+2.42 vs. 1.63+2.22, P<0.002); however the percentage body fat decreased (44.6+9.9%
vs. 38.1+10.5%, P<0.001). Further, no change was observed in the thyroid and serum glucose levels, but the total cholesterol
level decreased. GH therapy did not impact glucose control in the patients with diabetes. The most common adverse effects
of GH therapy were the progression of scoliosis and adenoid hypertrophy.

Conclusion : GH therapy improved the height SDS and body composition in patients with PWS. However, GH should be
used with caution in patients with scoliosis and adenoid hypertrophy. (Korean J Pediatr 2008;51:742-746)
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Table 1. Clinical Characteristics and Growth Data

Characteristics n=41

Sex (% female) 41.5%

Age (years) 10.1+3.3
Age at start of treatment (years) 73133
Treatment duration (months) 344148
Height at start of treatment (cm) 114.2+19.7
Weight at start of treatment (kg) 32.1%19.3

n
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USA)& 1.0 m
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E(Genotropin(@; Pfizer, New York, NY,
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SPSS version 13.05 ol&3l9 1, A5 AP} & vlus}y] ¢
gt BAEH HAoR WEUL A 2EE WEE Afde
paired t-test® AME3I3, 1¥A S A fol= wilcoxon
signed rank testE AFHESFI TR P3ke] 0.05 WYkl A5 2
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A 879 *J%}El E%@i%*?(Ht—SDS)b 285 A -1.19+
-0.02+1.452 F7FskSl 21 (P<0.001), A
*(Bwt SDS)E 1.02+2.429014 1.63+2222
%7}6}ME}<P:O.004). DGR o] EEAAHF(BMI-SDS) &
2872750014 25442652 s AgSE HHoL Eﬁlﬂ
o2 FolaA = v (P=0.226). DXAR A3 A 4n) &

44.6+19.9%°1 A 3812105% = HastATHP<0.001, Table 2)

2. EYZFALArY| M3

A5 FAEGS EAIA A 91.8+111.9 meg/dL=E 8%

Table 2. Anthropometric Data

Baseline After 24 months P value
Ht-SDS -1.19+1.37 -0.02*£1.45 P<0.001
Bwt-SDS 1.02+2.42 1.63+2.22 P=0.004
BMI-SDS 2.87+2.75 2.54+2.65 P=0.226
Body fat (%) 446%9.9 381*105 P<0.001

Abbreviations : Ht-SDS, height standard deviation score; Bwt-
SDS, body weight standard deviation score; BMI, body mass
index; BMC, bone mineral contents
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Table 3. Laboratory Data

Baseline  After 24 months P value
HbAlc (%) 52*05 55*0.6 P=0.001
Glucose (mg/dL) 91.8%+11.9 94.2+22.2 P=0.384
Cholesterol (mg/dL) 176.5%30.4 166.1+25.1 P=0.007
T4 (ug/dL) 87*15 86*1.5 P=0.834
TSH (uIU/mL) 39+4.7 26124 P=0.087
IGF-I (ng/mL) 78.7+55.7 469.1+260.3 P<0.001

A % 94.2%222 mg/dLE A7 ¥ #
AN 2= (P= 0675) BHAAT G aE
0. 183 F 55+06%% Z7H8F9 o i (P<
0.001), “87%H 15T Q’}?}ﬁﬂ%@/\]’t AsAdY § w57 A
HAZ Fost 2pol= fldioh & f’—aﬂ*Eﬂi TEE 1765+304
mg/dLol A 166.1£25.1 mg/dLE #4339 .2™(P=0.007), IGF
-1 =& 78741557 ng/mLellA 469.1£260.3 ng/mL& Z7}3t
A THP<0.001, Table 3).
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