5520 % 6 1 B RIUH & Vol.20 No
2018 4F 6 A Chin J Contemp Pediatr Jun. 2018

doi: 10.7499/j.issn.1008-8830.2018.06.005

I - GRS

M 5 )L e T 8 g g G

Bim wE ORIXR BF

(FTREHRFWEILFERTBRES /ILELBTARRELXT I ELERLT /
INERFETRERDRE RSN /A ST RTELEERE, £/ 400014 )

[(WE] B WTimis Sl &4 GRS, o8l AT RER R, Ak #2016 4F 10
H % 2017 45 3 A2 56 Gl LA EENGLL, 46 F1 -k ) LB 0 (R xt IRg . ARSNGB R %
B R 2 EVEIIA (n=24) RS PERFLEMILL (n=32) o AR R SORRIR A I T ToE 0052 25 Bk i HU L4y
AR NG (n=16) FIHEPERERG L (n=38 ) , 2 IR GE . AG I I itk 2] A0 fE BRE X6 R L 28 10 2 af
K-, FExF G LTI REAG I . S5 R mENG A5 R IR LB A UM AR /K - L 22 R TSR 2 5
(P>0.05) ; SMMEREINA R g AT IR, SR EIILLR)LnyE &% s (HDL) | SRR (TC)
KRR (P<0.05) 5 ARt BEREmG AT L, s SR LIS HDL KFER#E (P<0.05) 5 7F 6~13 B4F
WL L, B A PR . IR 50% i R SR TR R T 4 S HDL A2k [l
ASCH&, HI5 HDL SIEAHSE (P<0.05) 5 —FPHJIPARAERL BRI e 5 HDL . LDL A3 £ Ml 5 ¢
%, H¥5HDL. LDL 2iEME (P<0.05) o 5t AR5 LA MIREmG A R0 0] . b ol ST Re 384 ¢,
PR IMAR T eSS T LG IR I 2435 . [hELHRILRIZE, 2018, 20 (6) : 456-460 ]

(k8 ] Wems i bl Woheg; JLE

Association of blood lipids with childhood asthma

PENG Jia-Yu, HUANG Ying, OU Jiang-Yan, YANG Yang. Respiratory Center, Children's Hospital of Chongqing Medical
University, Chongqing 400014, China (Huang Y, Email: huangying62@126.com)

Abstract: Objective  To study the association of blood lipids with the development, clinical stage, allergic
condition, and pulmonary function of asthma. Methods A total of 56 children with asthma who attended the hospital
between October 2016 and March 2017 were enrolled as the asthma group, and 46 children who underwent physical
examination as the healthy control group. According to the clinical manifestations, the children with asthma were divided
into acute exacerbation group (#=24) and chronic persistent group (n=32). According to the results of skin prick test (SPT)
and serum IgE measurement, the children with asthma were divided into non-allergic asthma group (»=16) and allergic
asthma group (n=38). Fasting blood lipid levels were measured in both asthma and control groups. Pulmonary function
tests were performed for asthmatic children. Results There were no significant differences in blood lipid levels between
the asthma and control groups (P>0.05). The acute exacerbation group had significantly lower serum levels of high-
density lipoprotein (HDL) and total cholesterol compared with the control group and the chronic persistent group (P<0.05).
The allergic asthma group had a significantly lower serum HDL level than the non-allergic asthma group (£<0.05). In
asthmatic children aged 6-13 years, the ratios of the measured values to the predicted values for forced vital capacity,
peak expiratory flow, and maximal expiratory flow at 50% of vital capacity had a linear regression relationship with HDL
and were positively correlated with HDL (P<0.05). Forced expiratory volume in one second and maximal mid-expiratory
flow had a linear regression relationship with both HDL and LDL and were positively correlated with them (P<0.05).
Conclusions Blood lipids are associated with the clinical stage, allergic condition, and lung function of childhood
asthma. This indicates that blood lipids may be involved in several aspects of the pathogenesis of childhood asthma.

[Chin J Contemp Pediatr, 2018, 20(6): 456-460]
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