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BHEY: o0 ARIHIN DR (RIAR “H 7 ) UL & B0 . 17 3 B BE 2 (1 A (serum amyloid A,
SAA) K CI W4 11 (C reactive protein, CRP)/KF, AW W LER R R, Fik: &
P38 F i A L (AZH) . 12601353 i B AR L (BZH ) Al 12044 et B Xt B L3 (C4), SEit/r#r i 4m
JId (white blood cells, WBC)I1%% . [[Illl\ﬂi(platelet, PLT) T4, 4 M /MK (mean platelet
volume, MPV) . WK A E b . WREL AT 40 b . PR A0 M & 4 Lt DL S 4 Il SAA FICRP
KW, =R B R HER S, PR R b R ILSDR S . SR 34
WBCIH 425 55 K4 115 5 X (F=2.698, P>0.05); AZHPLTHA0# B4 MCH i & F#{K (F=6.598,
P<0.05); AZIMPV/K-5B, CHM4IMLL, %A% %8 L (F=5.989, P<0.05), RHLSDf:
IS AT P ZE R LB . AZHPLTIHEU R B L TB4 (9=6.26, P<0.05), HS5CHMILE SR TLE %
B X (g=3.02, P>0.05); AZIMPVI/KV B ENTFCH(9=6.23, P<0.05), BLIMPVIK - i AL
T C4l(9=6.84, P<0.05), {HAZ 5BAMPV/KV-TC I E % F (4=1.06, P>0.05), — Pk
i, MY R WIS R 2 R A G B U (FIE B S.364, 5.261, 6.169, ¥
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¥1P>0.05), {HAZH FAAZA0MIE 43 LB B TBAMCH , Z AL %5 X (gl Hhe.29,
6.10, 3P<0.05), AHSAAKF-SBAHAMCHILE, ERALITFE L (F=8.198, P<0.05), AH
S5BAISAAK -2 54 5 it B X (q=6.97, P<0.05); A, BMZISAA KPR Fm TCc, 5
HG %5 X (g5 9 h6.99. 6.07, ¥JP<0.05). AZACRP /K F5BAMCH LI, ZHHSIT
2% X (F=7.654, P<0.05), A 5BAMICRP /KW-225% LG i12F L (q=1.94, P>0.05); {HA,
BMZICRP/K P Em TCA, ZRAGITFE L (9575 R6.48, 6.61, ¥P<0.05). # L
ROCHT1G%, SAAZWIH IRMROCHTIZE N FL(AUC) 50.823(95%CI 0.701~0.944), ffEiZ Wi
I F{E M 121.34 mg/L; CRPIZWIH i AUCH0.904(95%CI 0.814~0.994), HefEi2 Wik A8 N
11.06 mg/L. Z&it: WL # A PAZ A LL 5] . SAARICRPZKF-3 5, M PLT SVEUIK T35
R L, AT Sy A0 A G S R R R R S
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Plasma routine and serum amyloid A and C-reactive

Abstract

Keywords

protein levels in influenza A (HINI1) children
JIANG Shuya, YANG Xia, ZENG Zhaocheng, CHEN Xiaogiao
(Department of Pediatrics, No. 1 Hospital of the People’s Liberation Army, Wuxi Jiangsu 214000, China)

Objective: To analyze the characteristics of blood routine test, serum amyloid A and C-reactive protein (CRP)
levels in children with influenza A (HIN1) so as to provide help for the preliminary diagnosis of influenza A
in children. Methods: A total of 138 children with influenza (group A), 126 children with flu (group B) and
120 healthy controls (group C) were selected. WBC, PLT, MPV, percentage of neutrophils, percentage of
lymphocytes, percentage of monocytes and total number of leukocytes were analyzed statistically. Blood SAA
and CRP levels. The F data were compared between the three groups. LSD test was used to compare the data
between the 2 groups. Results: There was no significant difference in WBC count among the 3 groups (F=2.698,
P>0.05); PLT count in group A was significantly lower than that in group B and C (F=6.598, P<0.05); MPV level
in group A was significantly lower than that in group B and C (F=5.989, P<0.0S). The results showed that the
total number of PLT in group A was significantly lower than that in group B (q=6.26, P<0.05), but there was no
significant difference between group A and group C (g=3.02, P>0.05); the MPV level in group A was significantly
lower than that in group C (g=6.23, P<0.05), and the MPV level in group B was significantly lower than that in
group C (q=6.84, P<0.05). However, there was no significant difference in MPV level between group A and group
B (gq=1.06, P>0.05). There were significant differences in neutrophil content, monocyte content and lymphocyte
content among the three groups (F values were 5.364, 5.261 and 6.169 respectively, P<0.05). There was no
significant difference in lymphocyte and neutrophil contents between group A and group C (g values were 2.36,
1.94, P>0.05), but the percentage of monocytes in group A was significantly higher than that in group B and C (g
values were 6.29, 6.10, P<0.05). The level of SAA in group A was significantly different from that in group B and
group C (F=8.198, P<0.05). There was significant difference in SAA level between group A and group B (q=6.97,
P<0.05). The levels of SAA in group A and group B were significantly higher than those in group C (4=6.99, 6.07,
P<0.05). The level of CRP in group A was significantly different from that in group B and group C (F=7.654,
P<0.05). There was no significant difference in CRP level between group A and group B (q=1.94, P>0.05), but
the levels of CRP in group A and group B were significantly higher than those in group C (q=6.48, 6.61, P<0.05).
ROC analysis showed that the area under ROC curve (AUC) of SAA was 0.823 (95% CI 0.701-0.944), and
the optimal diagnostic threshold was 121.34 mg/L; the AUC of CRP was 0.904 (95% CI 0.814-0.994), and the
optimal diagnostic threshold was 11.06 mg/L. Conclusion: The proportion of monocytes, the levels of SAA and
CRP in the blood routine of children with influenza A were increased, while the total number of PLT was lower
than that of children with influenza A.

HINI influenza; children; routine blood test; serum amyloid A; C-reactive protein
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4, HpHea N, Lse N, F1%5271H~8%
(4.6+1.3)% . R34 LR AE il B H G L At L it
PN, AR PR BB 22 RIS R X
(P>0.08), Jr A I BRI 408 . SAAFI 4 I CRP
K I 21 R JF Uk % U5 24 hIN I SE . AR L
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SRAET KL, B0 B, V] FBNII
FER AR A I A (TR S 1] A /D BCA B ]
K AR RE Lk, IEW S % N10 mg/L, >
10 mg/LAy BT . SAAJE /™ A= () —Fh S vk A 2R
F1, YR Z 240 6 o809 55 B . SAATE IS
& BT, (E48 W THE H AL = T1%
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2547 BR S A SAARE F A7) & (IR &) il e, ™
K 4 BORR & D IR ERAE , #RAE S UG 1 Qpad
SARBRL E R, s min AT SR, EWS
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CRPLJE AT A () —Fh 2R AR A 1, 2 A A2 5]
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KA SPSS 16.0E AT 5 ds 31, LA &
DL B bR i 25 (wxs) 3R, 22 A1) LG AR B I
Rl &N, A T 25 & X HLSDK
B, HEARFHE R Dunnett’s T3 K, H50E K
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= Y (9=6.26, P<0.05), H5CH MR LG IT
278 X (q=3.02, P>0.05); A%l(q=6.23, P<0.05).
B4 (q=6.84, P<0.05)MPV/KF-# g E{% T Cc4,
HAH 5B MPVIKF-22 55 LG 1124 L (q=1.06,
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¥1P<0.05) . AL LK E 40 i A A ks 41 i 2 &
HcAMb 2RI G IT¥E L(g9=2.36, 1.94; 1
P>0.05), {HAZFRAZANNL A 4 LB B & FBALFIC
M, ZRAHSI¥E XL (q=6.29, 6.10; ¥JP<0.05,
#2),

2.3 3 42 SAA KR LL B

SHSAAKF- 2R H G I ¥ E L (F=8.198,
P<0.05, #3). A4 5BAHSAAK2ERHGIT
7 X (q=6.97, P<0.05), A. BMZISAA/K -4
FETcdl, ZRA%I¥E N (9=6.99, 6.07; ¥
P<0.05),

F13AWBCITE. PLTIHEAIMPVAIELE (% +5)

2.4 3 42 CRP /K ERLL IR

3 ERASRITFE L (F=7.654, P<0.05;
#3)., A SBANMCRPKFEZER LG ITHEX
(q=1.94, P>0.05), fHA, BW4ICRP/K V1 B3
mTCH, ZRASKIT¥E X (q=6.48, 6.61; 1
P<0.05),

2.5 SAA #1 CRP 7EJLE R RSB h B9 M A
SAAZ M P W MAUCHN0.823(95%CI
0.701~0.944), FAEZWriIn F{EM121.34 mg/L;
CRPIZ W H I AUAUC 40.904(95%CI 0.814~0.994) ,
B2 Wil FE 4 11.06 mg/L(E1).

Table 1 Comparison of total WBC, PLT and MPV among the 3 groups (¥ +s)

ZH 5 n WBCH%4/( x 10%) PLT %%/ ( x 10%) MPV/fL
A% 138 7.16 +2.09 249.36 £22.15 8.71 £ 0.961
B4 126 8.64 +2.68* 325.29 + 34.11* 8.46 + 0.854*
c4l 120 8.17 +2.56" 269.24 +21.91% 9.26 +0.751%
F 2.698 6.598 5.989

p >0.05 <0.08 <0.08
SHAHLE, *P<0.05; SBHE, “P<0.05.

Compared with group A, *P<0.05; compared with group B, “P<0.05.

Fo3AHMERIMAG, RIZAME. HEARSENER(x+s)

Table 2 Comparison of neutrophils, monocytes and lymphocytes content among the 3 groups (% + 5)

1) n RN /% BAZANHE /% WL AL /9%
A% 138 49.56 + 6.85 11.06 +3.11 40.05 + 6.49
B4 126 40.36 + 5.92* 8.04 +2.01* 52.16 + 7.25*
c#l 120 58.41 +7.09% 8.59 + 1.65* 32.54 + 5.31°

F 5.364 5.261 6.169

P <0.05 <0.05 <0.05

S5AH AL, *P<0.05; 5B, “P<0.0S.

Compared with group A, *P<0.05; compared with group B, “P<0.05.
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33 3ZASAAFAICRPIK FERYLL 2 (x + 5)
Table 3 Comparison of SAA and CRP levels among the 3

groups (x + 5)

2053 n SAA/(mgL™) CRP/(mgL™")
A 138 134.52 + 11.37 14.06 + 3.12
B4 126 112.45 + 10.87* 10.68 + 2.67*
c4l 120 4.16 + 0.64" 2.45 + 0.64%
F 8.198 7.654
p <0.05 <0.05

S5a4 He#s, *P<0.05; SB4LHE, “P<0.0S.
Compared with group A, *P<0.05; compared with group B,

“P<0.05.

// f—‘_r Source of the curve
o8l / o
Reference line
206
2
«» 041
02
0.2 0.4 0.6 0.8
) !

h L
1-Specificity

El1 SAAFICRPTEJLE RIS BT Fh A9 R
Figure 1 SAA and CRP in the diagnosis of children with HIN1
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