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Abstract: Objective To observe the change of epicardial adipose tissue ( EAT) thickness in children with
growth hormone deficiency. Methods The cohort study method was used. 32 prepuberty children diagnosed
with short stature were collected in Affiliated Hospital of Jining Medical University from January to October
in 2017. According to the growth hormone stimulation test results,all patients were divided into two groups,
(group A:n=11,GHmax <5ng/ml;group B:n =21,GHmax=5ng/ml). Everyone’s EAT thickness was tested
by echocardiography,while general information and related results were collected such as blood lipid, growth
hormone, insulin-like growth factor-1 (IGF-1) and bone age etc. All data were analysed by EmpowerStats.
Results EAT thickness was thicker in group A compared with group B (P <0.05) ,and there was significant
inverse correlation between IGF-1SDS and EAT thickness in group A (8= -0.486,95% CI: -0.849 ~ -0.
122,P =0.015) ,but there is no correlation in group B(8 =0.020,95% CI: -0.259 ~0.299,P =0. 887 ). Con-
clusion The epicardial thickness in children with growth hormone deficiency was higher than that in the
control group,which was negatively correlated with IGF-1SDS.

Keywords : Growth hormone deficiency ; Epicardial adipose tissue ;Insulin-like growth factor-1

* [ AW H TR R E (FrRF[2015]57 5-11) s ILARA N B AHRIA E Z 40 H (2014 4E55 32 5
BT RN B R 15 Sl e e e 13l 5 H (2017SMNS007 )
A [ BIEVEH ] P, E-mail : banbo2011@ 163. com



W T BEFGEFAR 2018 4E 4 HEE 41 55 2 8 J Jining Med Univ, April 2018, Vol. 41, No. 2 + 107 -

KPR B2 AE (growth hormone deficiency,
GHD) J&k 3 fA i M 45 A 2 7 8 2 1 3 3% (growth
hormone , GH) A~ /& Fr B 4= B PES , 1] 2R B 4% 4F
BB ARE, I RR M2 A, L GHD ZRE/MERY
HOLRE Z—. N GHD A B A HEAS 71 |
ML S5 6 OB DR XS S i A A, ELHEHE e O
TR 8 TA . SR, L GHD JE 4715
PRI IS 5 0 S S A QS 250 LA
FER N FE H AT A AR HE . HAT, S
GHD Lt L3 GHD M K24 et K,
Xk PAE R T B IR TE 8520 o oL SIMIE R 7 LR BN
S PAIBEE DR 017 FR) s 25, 0 EC 8 5w 0 A A A
Bt H AT OANENG 7 VR PO A
Lot ML B AT B SE RS R 2, 70O LA DO Y
PR R SRR ST IV A o AR SO R R R L Bl
I /NE LB EAT R, #835) 1GF-1 JKF5
CIMENE BRI C AR o

1 X&A*

1.1 s %

W 2017 4F 1 H 22 2017 4F 10 HAER T R
B B s 12 56 1A - W R Bt 1) 77 5 B8 T 1180 8 /N
& OB W ET A bR : RE AT K F W, Tanner
ST, B <4ml, L35 Bl B, &
AINRERE + B i A% T [ e Tl P 31 ) 4 1 B -
2SD B =AM ) ARG A HR IR gt
1% RAREIBS i 8% K 8 S NV B L g
ARG . ZFNIE R R, EA0E B R, Sl g
FEEARUERG 1] 32 ], A~ S S 58 UM AR K
RO, DA KR UL I3 04 {8 ( GHmax )
S5 Sng/ml U] A, B EE S AL, A 4 1
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1 WAEE—AFIERE (X ts)

LT AZi(n=11) B#(n=21) P
B (n/% )

3 9(81.8%) 14(57.1%)

+4 2(18.2%) 7(42.9%) 0.2%9
- (H) 10.7 2.9  10.2 £3.0  0.671
4% (em) 131.0 + 15.3 126.8 +16.3  0.565
#hE (kg) 33.0 + 12.6  25.4 + 7.3 0.037
BMI(kg/m?*) 18.6 +3.7 15.5 £+ 1.6  0.002°*
# A4k E (kg) 3.0 £ 0.3 3.3 +0.5 0.149
A F K (em) 50.0 0.0 49.1 + 3.4 0.581
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T¥ B 95% CI P
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