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Nutritional assessment of children with congenital heart disease and effect evaluation of nutritional
intervention
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(1. Department of Nutrition and Food Hygiene,School of Public Health, Tianjin Medical University, Tianjin 300070, China;2.
Department of Nutriology , TEDA International Cardiovascular Hospital, Tianjin 300457, China)

Abstract Objective: To evaluate the nutritional status of children with congenital heart disease and the effect of individualized high—
energy nutrition intervention according to the children’s situation. Methods: 694 children aged 0-5 years with congenital heart disease
admitted to our hospital from June 2018 to July 2019 were selected and their nutritional status was evaluated according to Z-score method,
which include weight—for-age(WAZ) , height—for—age (HAZ) ,and weight—for—height(WHZ ). Nutritional intervention and follow—up were
carried out for 3 months by increasing milk concentration and energy intake. Results: Among the 694 cases, the nutritional status of all age
groups was poor,165 cases were malnourished , accounting for 23.8%. The proportion of malnourished children aged 0—1 was the highest,the
proportion of children with normal height and unormal weight(HAZ normal,WAZ or WHZ < — 2) was 64.2%. After 3 months of nutritional
intervention, the nutritional status of the children was significantly improved. The weight gain of children aged 0—1 was the most obvious.
The average daily weight gain of male children was (23.2 + 8.2) g,and that of female children was(25.6 + 8.2) g, however, with the increase
of age, the average weight gain of all age groups decreased( male : F=7.348 , P=0.002 ; female : F=8.093, P=0.001 ), and the nutrition
improvement rate of all age groups decreased gradually. Conclusion: Children with congenital heart disease have a high incidence of
malnutrition. Earlier evaluation of nutritional status and individualized high—energy nutrition intervention can significantly improve the
effect,which is helpful to achieve catch—up growth as soon as possible.
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Tab 2 Comparison of Z score of children in different gender
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[l s il A L BN R I 4 ¢/ (kg d) o
13 %itF o R Excel 87 88 %, % M
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T WAZ: B B SRR HAZAR I B i s WHZ AR B s [RIMERIR [EARRS 3 222 [MIAH 1L, #P<0.05

S ILZEL, BEIL WAZ & WHZ £4F
W5 B E A A, FOAR B A AR IS G KA Fr g i, (1
ERIG I E X (WAZ: H=3.786,P=0.151; WHZ:
H=2.245,P=0.325). HAZ ¥4t , & A4 ARG
B bR H 22 R A g it L (H=1.606, P=
0.448).
22 BARAARBILPARIKREREZ e EIE
ARIET 165 6i](F 3), i 23.8%, Hf 0~1 % L
BRARM GRS, FEFRSKE S IR,
A5 m TGt 22 B L (5 x*=4.516,P=0.105;
7 :x*=3.467,P=0.177), FAFRBIEFRARMEILT,
AURAR F B 9% (B HAZ TE%, WAZ 5% WHZ %) fir

x3 TREERBILERFIRILHIN(%)]

Tab 3 Proportionof malnutritionin children with different ages[n(%)]

pe SRS e B RN
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5 0~1 59 20(33.9) 12(60.0)
1~3 142 30(21.1) 21(70.0)
3~5 118 19(16.1) 13(68.4)
X 4516 0.118
P 0.105 0.943

£’s 0~1 53 21(39.6) 16(76.2)
1~3 195 45(23.1) 26(58.8)
3~5 127 30(23.6) 18(60.0)
X 3.467 0.478
P 0.177 0.787
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Tab 4 Intervention effect of malnutrition children
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