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# E. BH HEEHFLAREDE (ISS) &)L ClgA #2 ClgB R X A AR ESL, Ak &4 20204 5 A ~ 2023
F5 AP BARMKFERIRIEIRINE L—RERILA4ES 4 108 4] 1SS #IU (1SS 28 ) F= 108 #l42 BILE (A4 )
B BX 2 9% R My X 36 (ELISA ) #& | 2 # ClqA, ClgB /K-, Pearson £ #7 ISS &)L i ClgA, ClgB R F 5 A KA H
FeArde KA SR AROIAI XM % B & Logistic W12 4547 1SS A smed A W 45 24 T4 42 (ROC) W& 447 ClqA,
ClqB ## ISS 9 4f, Z58R 1SS 4 fn ik ClgA (1206.35+275.15 ng/ml) #= ClqB 7K-F (1 084.65+220.48 ng/ml) %
Fxdm4e (612.35+135.06 ng/ml, 501.32+108.77 ng/ml) , £ B A %5 &L (1=20.140, 24.658, ¥ P < 0.05) .
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<0.05), 5 TNF-a, IL-6 K-F 2 EM#E (1=0.326 ~ 0411, 33 P <0.05) , IRF#EIHi. H/KF INF-a. FHKF
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Expression levels of Serum C1gA and C1gB in Children with Idiopathic
Nanosomia and Its Clinical Significance
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Abstract: Objective To explore the expression and clinical significance of serum C1qA and C1gB in children with idiopathic
short stature (ISS). Methods 108 children with ISS (ISS group) and 108 healthy children (control group) who were admitted to
the pediatric department of the 910th Hospital of the Joint Logistics Support Force of the People’s Liberation Army of China
from May 2020 to May 2023 were selected. An enzyme-linked immunosorbent assay was used to detect serum levels of C1qA
and C1gB. Pearson correlation analysis was used to investigate the correlation between serum C1qA and C1gB levels, growth and
development indicators, and inflammatory markers in children with ISS. Multivariate logistic regression analysis was used to
identify the risk factors for the onset of ISS and the value of C1qA and C1gB in diagnosing ISS was analyzed based on the
working characteristics of the subjects. Results The levels of C1gA (1 206.35 +275.15 ng/ml) and C1gB (1 084.65 + 220.48 ng/
ml) in ISS group were higher than those in control group (612.35 + 135.06 ng/ml, 501.32 + 108.77 ng/ml), the differences were
statistically significant (/=20.140, 24.658, all P < 0.05).The height, weight, body mass index(BMI ) and bone age index of the
ISS group were lower than those of the control group (#4’=2.092 ~ 10.661) , and the ISS family history, tumor necrosis
factor- o (TNF- o ) and interleukin-6(IL-6) levels were higher than those of the control group ( #4°=4.338, 10.550, 15.865) ,
the differences were statistically significant (all P < 0.05), respectively .The serum levels of C1qA and C1gB in children with ISS
were negatively correlated with height, weight, BMI, and bone age index ( 7=—0.502 ~ —0.352, all P < 0.05) , and positively
correlated with TNF-a and IL-6 levels (7=0.326 ~ 0.411, all P < 0.05) .Low bone age index , high level of TNF- «, high
level of IL-6, high level of C1gA and high level of C1qB were risk factors for ISS (waldy’=4.979 ~ 7.328, all P < 0.05).ROC

HEETH: s TAERERHST I E (2021QNA0S8) .
EERI: WA (1975—) , L&, AFF, BIFAREI, BF5¢rm . PR . 354k, PR/ ME, E-mail: cxyu250326@163.com.
WRUEE: T (1965-) , B, 4B, TAEEIG, B . JURFERRE, W, BEJL, MPIREIESE, E-mail: doctwy@126.com.



60 R EAIE H40E H 1M 202541 1

J Mod Lab Med, Vol. 40, No. 1, Jan. 2025

curve showed that the area under the curve of serum C1qA and C1gB in the diagnosis of ISS was 0.838 and 0.816, respectively.

The area under the curve of combined detection of serum C1gA and C1gB in the diagnosis of ISS was 0.931, which was higher
than that of two indicators alone (Z=3.812, 3.896, all P < 0.05).Conclusion The serum levels of C1qA and C1qB are increased in

children with ISS, which is related to short stature. Combined detection of serum C1qA and C1gB is helpful to diagnose the risk

of ISS.

Keywords: idiopathic short stature; ClqA; ClqB; inflammatory response
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1.1 At I8 20204E5 A ~ 202345 A
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hormone, GH) | # i % iiE 52 GH /K °F = 10ng/
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QB . RE i e A e ;. QIR T REAIL
TFRE RS ; @OEKIEEZAE . FRRTIRE
WGR | PR BRI SN I s Y ik
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FORXT IR, AHFSE B 2R P A R A
B BA SRS L — 2 I B AR R 2 B 2 (L S5
2020020710110004324 ) . ISS A& . A E ., K
B a4 (BMI) | BT8R T XTI, 1SS K
sl TR IR, EREASITFRE (BP
< 0.05) , PIdLAF#. 9. IR B2z R0
it E Y (M P>005) ., WEIL,

*1 ISS AHFNITERARE L EMLE (X5, n (%) ]
% 4l 1SS 41 (n=108) HERZL (n=108) iy PfA
RS (%) 719+ 1.63 7.02£1.72 0.746 0457
ezl B 62 (5741) 65 (60.19)
0.172 0.678
'y 46 (4259) 43 (39.81)
B (em) 110321635 132,02 + 13.42 10.661 < 0.001
hpie (ke) 23.56+7.65 31.25£8.09 7.178 < 0.001
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NP3 & 32 (29.63) 19 (17.59)
4338 0.037
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12 BEL5RXHA ClgA fIClgB IXF & (=
TR AR A ) 5 MRESRSEE F - o (TNF-a ),
MM 2 -6 (IL-6) & ( LR E YRk
HRRAR]) 3 XA Varioskan™ LUX Z I RERLFL
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TNF- o I IL-6 [AH K. £ F Logistic [543
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M ZE 20 BT LG ClgA F1 ClqB 2 W7 1SS I M E . &
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2 H#R
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ClqA (ngfml) 120635 +275.15 61235 + 135.06 20.140 < 0.001
ClqB (ngml) 1 084.65 + 220.48 501.32 + 108.77 24.658 < 0.001
TNF-a (ng/L) 475+135 302+ 1.04 10.550 < 0.001
1L-6 ( pg/ml ) 4.09+2.00 102021 15.865 < 0.001
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K, FWI ClqA T 38T e 1SS UL S AR/
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2, Clq F A 1587585 G 4 v Sk PRI 38 i 2485 A% 05 iR
HClgA ik, HE5% 0% 5 Ik in g o6 ™,
ClgA 5 #2175 5 F& A 1 (retinoic acid-inducible
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N, XFR BRI R R e 2 e PV, ClqA &
5 ISS M &IRHLT M ARTE R, 285 ClqA W& 175
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