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Changes of serum IL-16, IL-18, IGF-1, and IGFBP-3 levels in children with Henoch-Schénlein
purpura nephritis and their clinical significance. QIN Yan-ni ', DANG Qing-hua ', JING Fang-li ',
WANG Yan-min ®. 1. Department of Pediatrics, the Central Hospital of Xi‘an City, Xi‘an 710061, Shaanxi, CHINA; 2.
Department of Pediatrics, the Tianyou Hospital of Xi‘an City, Xi‘an 710061, Shaanxi, CHINA

[Abstract] Objective To investigate the changes and clinical significance of serum IL-16, IL-18, IGF-1, and
IGFBP-3 levels in children with Henoch-Schonlein purpura (HSP) nephritis (HSPN). Methods From January 2016 to
January 2019, 38 children with Henoch-Schonlein purpura (HSP group) and 46 children with Henoch-Schonlein purpura
nephritis (HSPN group) who admitted to Department of Pediatrics, the Central Hospital of Xi'an City, were selected as
the study subjects, and 40 healthy children who underwent physical examination in the same hospital during the same pe-
riod were selected as the control group. The HSPN group was divided into four subgroups according to the pathological
grading criteria of the International Pediatric Nephrology Association (IPNA): grade I, grade II, grade Il and grade
IV. The serum levels of interleukin—16 (IL-16), interleukin—18 (IL-18), insulin-like growth factor I (IGF-1) and insu-
lin-like growth factor binding protein—3 (IGFBP-3) were compared in each group, and the correlation between the levels of
IL-16, IL-18, IGF-1, and IGFBP-3 and pathological types was analyzed. Results The levels of IL-16, IL-18, IGF-1,
and IGFBP-3 in the HSPN group were (134.22+26.82) ng/L, (263.5+£36.15) ng/L, (0.95+0.51) ng/L, (0.86+0.50) ng/L, re-
spectively, which were significantly higher than corresponding (106.63+18.19) ng/L, (190.4+£32.92) ng/L, (0.64+0.49) ng/L,
(0.62+0.38) ng/L in the HSP group (all P<0.05); the levels of IL-16, IL-18, IGF-1, and IGFBP-3 in the HSP group were
also significantly higher than corresponding (64.85+13.38) ng/L, (102.3+25.34) ng/L, (0.31£0.19) ng/L, (0.43+0.23) ng/L
in the control group (all P<0.05). There were significant differences in the IL-16, IL-18, IGF-1, IGFBP-3 levels among
the children with nephritis grade IV, M, I, grade 1 :(154.22+26.82) ng/L, (279.5+10.28) ng/L, (1.31+0.26) ng/L, (1.47+
0.36) ng/L; (117.274£8.20) ng/L, (210.45+£10.92) ng/L, (0.98+0.12) ng/L, (0.87+0.24) ng/L; (92.14+6.54) ng/L, (160.46+
8.49) ng/L, (0.84+0.17) ng/L, (0.69+0.23) ng/L; (67.36+4.38) ng/L, (105.34+6.33) ng/L, (0.39+0.02) ng/L, (0.48+0.05) ng/L;
all P<0.05. The results of correlation analysis showed that the levels of IL-16, IL-18, IGF-1 and IGFBP-3 in children
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with nephritis were positively correlated with pathological grading, and were statistically significant (r=0.946, 0.949,
0.833, 0.804, all P<0.05). Conclusion The levels of serum IL-16, IL-18, IGF-1 and IGFBP-3 in children with HSPN in-

creased with the severity of kidney damage, which may be a reference index for predicting early HSPN.
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Effects of tiotropium bromide and non-invasive positive pressure ventilation on biochemical parameters in
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[Abstract] Objective To investigate the effects of tiotropium bromide and non-invasive positive pressure ven-

tilation on biochemical parameters of elderly patients with chronic obstructive pulmonary disease (COPD) complicated

JETAMEE : SKIATE , E-mail : fayi1007@126.com

Hainan Med J, Jan. 2020, Vol. 31, No. 1

.-‘L@%.

HACKL A, BECKER JU, KORNER LM, et al. Mycophenolate mofetil
following glucocorticoid treatment in Henoch-Schinlein purpura ne-
phritis: the role of early initiation and therapeutic drug monitoring
[J]. Pediatr Nephrol, 2017, 33(4): 619-629.

TVR, Wtk JLE SOvk S S e LR I S (0], AR S LRI R
7R3, 2017, 32(21): 1604-1607.

KA, R JLE R SR D). eI LRI IR
ZRi%, 2017, 32(5): 324-327.

FARZR, B, £ 5, 45 B 05 TR SRSl v RR Y
T RO S SR N RS (0], AR ZG W S R K, 2018, 33(11):

.34 .

3021-3025.

[10] S AR AR. 2P 2 1 /N s A 5 £ LA A it i/ S AH St
PRFIFTANIEA TR 18 AR ZE SR BT (0], PV RS G0 i L T
735, 2016, 4(16): 116-117.

[11] 188 07, I, M, 55, A 256, V4RI 2517, FT40H
A FR-23 KA A AR I B L P ZE I 22 1 A5 4% R LI PP i 2
K[, P EZ SRR, 2018, 18(S1): 6-8.

[12] #k, AUEME, 2588, 45, IGF-1,TGF-B1 /K284 5 i Bk S0 miE
JUEARE YOG R [T]. B IR PR 243k, 2017, 32(3): 101-104.

(A H 11:2019-05-05)



