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A ERFEARE HSP AR B E TR (P <0.05) , Il Gd - IgAl NGAL CysC FMIJR# Gd - IgAl/uCr NGAL/uCr 2t HSPN ) ROC
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Application Value of Gd - IgA1 and NGAL in the Early Diagnosis of Henoch — Schonlein Purpura Nephritis in Children. ZHU Yuting,
DONG Chen,GUAN Fengjun. Department of Pediatrics, Affiliated Hospital of Xuzhou Medical University, Jiangsu 221000, China

Abstract Objective To explore the application value of the detection of galactose — deficient IgAl (Gd — IgAl) and neutrophil
gelatinase — associated lipocalin (NGAL) in the early diagnosis of Henoch — Schénlein purpura nephritis ( HSPN) in children. Methods
Fifty children diagnosed with Henoch — Schonlein PurPura for the first time were selected. According to whether the kidneys were involved
after hospitalization, 31 cases were divided into the non — nephritis group ( HSP group) and 19 cases were divided into the nephritis group
(HSPN group) , and 28 outpatient health examination children during the same period were selected as the control group. ELISA method
was used to detect serum and urine Gd — IgA1 and NGAL levels, radioimmunoassay method was used to determine urine creatinine (uCr) ,
and automatic biochemical analyzer was used to detect serum urea (Urea), blood creatinine (sCr) and Cystatin C ( CysC) level. The
differences of the indicators between the three groups were compared, and the receiver operating characteristic (ROC) curve was used to
analyze the diagnostic value of each indicator to HSPN. Results The levels of serum Gd - IgAl, NGALand urine Gd - IgAl/uCr,
NGAL/uCr levels of children in the HSP group and HSPN group were higher than those in the normal control group (P <0.05), and the
above indicators in the HSPN group were significantly higher than those in the HSP group (P <0.05). The area under the ROC curve
(AUC) of serum Gd —IgAl, NGAL, CysC and urine Gd — IgA1/uCr, NGAL/uCr to diagnose HSPN are 0. 807, 0.767, 0.686, 0.762,
0.775. Among them, serum Gd — IgAl has the highest specificity (91.5% ), and urine NGAL/uCr had the highest sensitivity
(78.9% ). Conclusion The detection of serum and urine Gd - IgA1 and NGAL levels has guiding significance for the early diagnosis of
HSPN.

Key words Henoch — Schénlein purpura nephritis; Galactose — deficient IgA1; Neutrophil gelatinase — associated lipocalin; Early
diagnosis; Child
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2000ng/ml) , >R FI A 5 50 92 43 A 2 0 a2 R AL T
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it H Xif B 2 HSP 4 HSPN 41 X/F P
Wk Lotk 16/12 18/13 12/7 0.187 0.911
ER (R 8.250 +2.012 8.390 +2.679 8.890 £2.580 0.421 0.658
1fiL 35 Urea( mmol/L) 3.889 +1.377 4.170 0. 992 4.244 £1.275 0.609 0.547
M54 sCr( pmol/L) 30.750 +8.200 32.645 +7.876 35.932 +9.257 " 2.189 0.119
1fiL 7 CysC(mg/L) 0.570 £0.099 0.727 0. 124" 0.762 +0.158* 17.087 <0.001
M3 Gd - IgAl (ng/ml) 232.076 =87.628 336.978 +103.413 * 438.582 +123.987 "% 22.889 <0.001
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SR NGAL/uCr( pg/mmol ) 4.303 £1.784 6.592 £2.250 " 8.054 £2.615"* 17.702 <0.001
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M7 CysC(mg/L) 0.686 0.542 ~0.818 0.745 0.015 52.6 76.3
MY Gd - IgAl (ng/ml) 0.807 0.692 ~0.922 424.160 <0.001 57.9 91.5
L35 NGAL( ng/ml) 0.767 0.643 ~0.891 56.925 <0.001 63.2 81.4
SR Gd - 1gA1/uCr( pg/mmol) 0.762 0.642 ~0.881 43.805 0.001 63.2 79.7
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W OE BRI E A Rk E R R (vasovagal syncope, VVS) JL#E 1.0 348 7% (heart rate variability, HRV) , #F 57 H:
X VVS JLERZW N, AiE BEHE 2019 459 3 ~2021 45 5 A FEHM T o BE R LIE 2T b2 g Bl vvs ik L, 3
60 141 , ¥ 5 AR B6 21, HEAT B S A AHR B (head — up tilt table test, HUTT ) 1 W5 3 3l 25 .0 6, 18], 1] i 356 B 60 491 48 J3é JL 2 Sy %o B
4, L P4 R HRY 25, LI AT HRV XL VVS 2B, &R 60 41 VS JBILH, B B 2 3k 50 61 (83.3% ), Bk
SR 10 B (16.7% ), Horbii 3 90 1 79 23 61 (37. 1% ), O WEH AL 10 61 (16.7% ) IR A AL 17 41 (28.3% ), X 50 241 if $al 48
SDNNi ,rMSSD & 3 It & , Sk #5 47 LF HF \VLF B ETH &, 5X A, 2 R A Gt 22 0, BT AN 56 FH P 41 i 8038 Fr
SDNNi . rMSSD B &g Ft = , S sk 48 b5 LF \HF \VLF B & &, 5S4 i, 2 % F %1% & X, SDNNi,rMSSD ,LF \HF f1 VLF X}
HUTT 2 Wi i B — E N {E ., 2B LL LF JHF F1 VLF,496 867.5 F1 865. 5 1 Jg A& I, X512 W7 P 25 Ay 991 00 30k S8 e |, s
439 85% 62% F11 68% , TS HH 63% 88% F184% , £t VVS BILH ¥ [ F e Thfe A fly , LABE b 2k & w235t
F,HRV X HUTT B A7 34 A9 H 0032 Wi 1
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Diagnostic Value of Heart Rate Variability in Vasovagal Syncope in Children. =~ WANG Mengke ,ZHOU Bin, WU Jiebin, et al. Bengbu
Medical College, Anhui 233030 ,China

Abstract Objective To study the diagnostic value of heart rate variability (HRV) in children with vasovagal syncope. Methods
A total of 60 children with VVS diagnosed in the children’s diagnosis and treatment center of Xuzhou Central Hospital from September
2019 to may 2021 were selected as the syncope test group. Head up tilt table test (HUTT) and ambulatory electrocardiogram were per-
formed. At the same time, 60 healthy children were selected as the control group, and the differences of HRV between the two groups
were compared to analyze the diagnostic value of HRV in children with VVS. Results Among the 60 cases of VVS, 50 cases (83.3% )
had positive reaction and 10 cases (16.7% ) had negative reaction, including 23 cases of vascular inhibition type (37.1% ), 10 cases of
cardiac inhibition type (16.7% ) and 17 cases of mixed type (28.3% ). The time domain indexes, SDNNi and rMSSD of the test group

were significantly higher than those of the control group, and the frequency domain indexes LF, HF and VLF of the test group were signifi-
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