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Study of changes of free carnitine in premature newborns with hyaline membrane disease
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[Abstract] Objective

disease (HMD) within postnatal 7 d. Methods

To study the serum free carnitine level and change trend in premature infants with hyaline membrane
Totally 63 preterm newborns with gestational age of 28— 32 weeks in the NICU of
this hospital were selected, among them 32 cases of HMD were taken as the observation group and other 31 preterm newborns
without HMD as the control group. The [ree carnitine level was measured within 6 h after birth,on 3,7 d by using the tandem mass
spectrum method. Results The free carnitine level within 6 h after birth had no statistical difference between the observation group
and the control group[ (23.5747. 45) umol/L vs. (24.34=£5.73)umol/L,z=0.48,P=0.630],the free carnitine level on 3 d in the
observation group was significantly lower than that in the control group[ (19. 2146. 83) pmol/L wvs. (23.74£7.13) ymol/L,t=
2.57,P=0.010];the free carnitine level on 7 d in the observation group was also significantly lower than that in the control group
[(16.6247.95) pmol/L wvs. (22.83%6.56) pmol/L,z=3.39,P=0.001]. The free carnitine level after birth in the control group
remained stable, which at 3 time points of 6h,3,7 d had no statistical differences(F=0.42,P=0. 660) ; whereas the free carnitine
level was gradually decreased after birth, which at 3 time points of 6 h,3,7 had statistical differences (F=7.13,P=0.001). Conclu-
sion The free carnitine level after birth in preterm newborns with HMD is gradually decreased, which needs more carnitine for
promoting the generation of pulmonary surfactant.
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