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Risk Prediction of Feeding Intolerance in Preterm Infants CHEN Qiong', FANG Jin-bo*, PENG Wen-tao**. 1.
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Birth Defects and Related Disease of Women and Children (Sichuan University ), Ministry of Education,
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[Abstract] Objective To identify risk factors associated with feeding intolerance (FI) in preterm infants.
Methods Preterm infants treated in the neonatal unit of a hospital from August 2014 to January 2015 were recruited
in this study. A clinical observation table was developed based on the reactive scope model. Data in relation to
predictive homeostasis. reactive homeostasis, homeostatic overload. homeostatic failure and other aspects were
collected and compared between those with and without FI. Alogistic regression model was established to determine
predictors of FI. Results (DA total of 207 preterm infants were included in the study: 125 male and 82 female.
They had an average gestational age of (33.48+1. 66) weeks (ranging from 27 "% to 37 weeks) and an average birth
body mass of (2 019, 55+ 334. 38) g(ranging from 830 g to 3 120 g). @ The incidence of FI was 33. 8%. FI in
preterm infants often occurred during the period of being fed within 72 h. The main clinical manifestation of FI was
gastric retentionin early-preterm infants and emesis in late-preterm infants. @ Gestational age, birth body mass,
fetal distress, aminophylline application, intrauterine infection, breast milk feeding and interval between stools were
associated with FI. Gestational age and birth body mass were found to be significant protectors of FI in the logistic
regression model. FI declined with increased gestational age and birth body mass. Fetal distress, aminophylline
application, and >3 d interval between stools were found to be significant risks of FI in the logistic regression
model. @ The prediction model had a 92. 73% forecast generation rate of return, with 97. 14% sensitivity,88. 32%
specificity, and 91. 30% accuracy. Conclusion Low gestational age, low birth body mass, fetal distress,

aminophylline application, and >3 d interval between stools are independent risk factors associate with FI. The
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prediction model can identify high risk cases of FI.
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Table 1 Distribution of FI and non-FI in preterm infants

Gender/ case Gestation/ case . X Delivery mode/case
Group N — - Gestational Birth body Mother
Male  Female Slpgle Mu!tlplets age/ week mass/g age/yr. Vaginal Cesarean
birth births

FI 70 40 30 32 19 32.3+1.4 1815.34433.5 29.7+3.8 22 48
Non-FI 137 85 52 56 40 34.4+1.5 2223.7+338.6 28.1+4.4 45 92
1/ 0. 468 0.271 —7.018 —10. 988 0.735 0.041
P 0.501 0.863 <0.001 <20.001 0.423 0.934

R2 FIELRERKEHANERRA

Table 2 Clinical manifestations of FI at different gestational ages

Gestational n Gastric Abdominal Emesis/ Two or more Number of Incidence
age/week retention/case distension/case case symptoms/case F1/case of F1/ %
<30 11 5 1 1 2 9 81.8
30- 56 8 4 1 17 30 53.6
32- 91 5 2 1 17 25 27.5
>34 49 1 1 3 1 6 12.2
Total 207 19 8 6 37 70 33.8
S L 1A . oy L
&3 L —ARR AT JH U 0N 2R AT R/ L A BB AT RE PR B 5
Table 3 Characteristics of preterm infants with FI ey N N N N N
BTN Il 2 B S 7 O A () R )RR 5 3 d
< . Number of Incidence
stics N A
Characteristics " F1/case of FI/ % P ng‘F:JL FI E/(J ﬁ Izﬂ ? (B>O) o JI—LI‘%% 6 °
Maternal history 0.343
Abnormal 53 28 52.8 .
Normal 94 42 4.6 F4 BILFLERER S
Pregnancy complications 0. 307 Table 4 Hospitaization of preterm infants with FI
Yes 101 51 50.5
No 46 19 41.3 Factor The number  Incidence P
PROM 0.827 ac " of FI/case of F1I/%
Yes 47 23 48.9 Oxygen inhalation =>0.05
No 100 47 47.0 Nasal cannula 48 15 31.3
Intrauterine infection 0.009 Incubator oxygen 56 20 35.7
Yes 27 16 59.3 Hood oxygen 30 12 40. 0
No 180 54 30.0 No 73 23 31.5
Fetal distress 0.000 1 Intubation 0.167
Yes 28 18 64.3 Yes 64 26 40. 6
No 179 52 29.1 No 143 44 30. 8
Birth body mass/g 0.000 1 PS 0.936
<1 000 9 7 77.8 Yes 48 17 35.4
1 000-<<1 500 45 23 51.1 No 159 53 33.3
1 500-2 000 99 33 33.3 Mechanical ventilation 0.319
=2 000 54 7 13.0 Yes 123 45 36. 6
Disease >0.05 No 84 25 29.8
Asphyxia 24 12 50.0 Aminophylline application 0.000 1
NRDS 51 24 47.1 Yes 75 49 65.3
Pneumonia 85 36 42.4 No 132 21 15.9
Heart disease 18 5 27.8 Probiotic using 0.531
Pathologic jaundice 49 23 47.0 Yes 118 38 32.2
Apnea 79 33 41.8 No 89 32 36.0
Anemia 83 37 44.6 Start feeding time 0.991
Pathoglycemia 102 48 47.1 =72 h 5 2 40. 0
Others 94 38 40. 4 <72 h 202 68 33.7
No 21 8 38.1 MEF 0.471
Yes 84 31 36.9
PROM: Premature rupture of membrane No 123 39 31.7
Breast feedin 0.009
2.3 BFIILFIZERSH e e . 1 -
> N 129 53 41.1
F L FIAE A AR & K K R b A 58 Feoting stsle oo
YLV, s =R N =X N - e ; . .
Ther R O AR B4 S B AR & #ET logistic Bl I Oral feeding 19 36 80.2
Naso-gastric feeding 88 34 38.6
O3 SR L S I R B FFIEE el benween sl o000 1
<3d 140 19 13.6
iy -
(i) L300 ol B R AR L AR AR A AR O B L R >34 67 51 76.1
N Swallowing training 0.556
logistic &4 B3 #r.ax =0. 1iay =0. 15, X 4% Yes 28 11 39.3
No 179 59 33.3
=NV
ERASE L Pyrexia (T>37.5 °C) 0.382
PR Yes 40 16 40.0
S RS 48 3 2 1A .
i3t logistic B0 4 43 M 45t 57 LG i f No 167 - 23

Hj éE{ZIKrB‘i‘i i‘jE‘F}L FI E‘J{%TP ‘ré m % (B<O ) ’ i«;é H)% PS: Pulmonary surfactant; MEF: Minimal enteral feeding
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Table 5 Coding of independent variables

Independent variables

Coding and values

Gestational age

Birth body mass

Fetal distress
Intrauterine infection
Aminophylline application
Milk type

Two stools intervals
Asphyxia

Start feeding time

MEF

Probiotic using

0=<230 weeks,1=30-<C32 weeks,2=232-34 weeks,3=">34 weeks

0=<1000 g, 1=1 000-<1 500 g, 2=1 500-<2 000 g, 3=2 000-2 500 g, 4=">2 500 g

0=No,1=Yes

0=No,1="Yes

0=No,1=Yes

0=DBreast milk.1=Non-breast milk
0=<3d,1==3d

0=No,1=Yes

0=<C96 h,1==96 h
0=No,1=Yes

0=No,1="Yes

£ 6 FIBREZ logistic BIANHER

Table 6 Logistic regression analysis on FI

AT

Variate B SE 8 P OR 95%CI
Gestational age (X7) —1.787 0.433 —0.311 0.011 0.258 0.133-0.479
Birth body mass (X3) —0.026 0.029 —0.132 0.000 0.939 0. 935-0. 997
Fetal distress (X3) 0.018 0.069 0.157 0.008 1.019 1.005-1. 033
Aminophylline application (X) 0.873 0.384 0.078 0.023 2.395 1.127-5. 086
Interval between stools (X5) 1.739 0.626 0.233 0.005 4,937 1.798-11. 986
Constant 1.715 0.415 0.199 0.013 4. 269

B: Regression coefficient; SE: Standard error; f8: Standard regression coefficient; OR: Odds ratio; CI: Confidence interval
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Ln(P/Q)=1.715—1.787X,—0.026X,+0.018X,+0.873X,+1. 739X,
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