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R mRNA 931k, IFUEFT Kaplan-Meier ZE1E0 87 F1 Cox MM £58R BT 56 A~ H , 377 Bl LAY
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Value of S100A8 in evaluating the prognosis of children with acute lymphoblastic
leukemia

OUYANG Mei-Fei, WANG Dan, LIU Ying-Ting, XU Lin-Yong, ZHAO Ming-Yi, YIN Xiao-Cheng, XIE Min, YANG Liang-
Chun, YANG Ming-Hua. Department of Pediatrics, Xiangya Hospital, Central South University, Changsha 410008,
China (Yang M-H, Email: yamahual23@163.com)

Abstract: Objective To study the association between S100A8 expression and prognosis in children with acute
lymphoblastic leukemia (ALL). Methods The clinical data of 377 children with ALL who were treated with the
CCLG-2008-ALL regimen were retrospectively reviewed. ELISA and PCR were used to measure serum protein levels
and mRNA expression of S100A8. The Kaplan-Meier method was used for survival analysis and a Cox regression
analysis was also performed. Results The children were followed up for 56 months, and the overall survival rate of the
377 children was 89.1%. The prednisone good response group had significantly lower SI00A8 protein and mRNA levels
than the prednisone poor response group (P<0.01). In the children with standard or median risk, both S100A8 protein
and mRNA levels were associated with event-free survival rate (P<0.05). There were significant differences in ST00AS8
protein and mRNA levels between the children with different risk stratifications (P<0.01). The children who experienced
events had significantly higher SI00A8 protein and mRNA levels than those who did not (P<0.01). The Kaplan-Meier
survival analysis and the Cox regression model suggested that SI00AS8 overexpression was an independent risk factor for
the prognosis of children with ALL. Conclusions High S100A8 expression may be associated with the poor prognosis
of children with ALL and is promising as a new marker for individualized precise treatment of children with ALL

[Chin J Contemp Pediatr, 2019, 21(4): 359-364]
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leukemia, ALL ) FYSEEE 02697 KB S RHAYT
s, HsEEsE, JLE ALL S FTRFH M4
12 (event-free survival, EFS ) 7E &K EFE ik
90%", TEREHEZEMA 85% LA, SR
W I A 15%~20% -3 s it 3] 1 s 42
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SO E Y P R CERIER, X R E
AT R B T AN AT R, R, AT
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7 N R ARG IR S (IR AR . e
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RS AR NER B AL (MRD) ) SR e i
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20 R 1 R L A AR 2 1, TR R R B
i} 245 {9 1555 40 B bk A S100A8 3 kBl %, H
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b i S 2 PESE R AR AT 1 ARG
[lEEPE 34 1 377 BR06 ALL &L S100A8 ik 1h
B, BTEETT S100A8 76 )L ALL H A EH

1 #EMERE
1.1 HRIIH

95 19 3k T 2009~2014 4F 1 Bg k2% 6 i
Be. PRI = BB . FEREM RS — =
BEfI#Ii2 ALL # L, 3377 B, H9 AFRHEN .
(1) REWRIFIR2 ALL Bl (2) 2WrbrifE

W6z B 43 R R DL s PIME 41 CCLG-2008-
ALL 7% "5 (3) % #8 CCLG-2008-ALL J5 % 1
fey7, BEUTHIEC TR (4) T8 MR
WO BRI (5) IRITRER e .

MR8 3 25 A0 565 8 K A1 T I 4 M 55 4
Ry A1 JE I HE 40 <1 x 101 B RS B i4
( prednisone good response, PGR ) F14} & Ifil 2 #E 41
M >Tx 107L I ZHS A R4 ( prednisone poor
response, PPR ) . & [E JL# H M U E CCLG-
2008-ALL Jy Zfak BE 4y I2ARE OB LAY I e
( standard risk ) . Hf& (median risk ) F &G ( high
risk ) 2o LA S100A8 ik ik F A, i L
43 A S100A8 = Hi i EX Y S100A8 2 ik 4 K /T
HIRLELY S100A8 (RFIA4 . HAb, K BILA R
A MFAFA . BT 56 4 H WA E A & s esE
TSN RFM LB TCFH 4L, k7
[51ya S N N -1y - o S P G e o N
FOR RIS
1.2 HARFRE

BILZWr g By B IBUEBE, HE 101 AT
ALK I BERREL 2% vhEh K (PBS) Fikt, HAMM
EL 200 it 0 B TR 22 5 0L 3000 rpm 5.0 30 min J 2
B Z AN, 5 Trizol IRATEA -80° VKA, 15
T—HH mRNA
1.3 ELISA #ill ;% S100A8 FikKF

MR 5 ELISA 32050 G0 45 A d WA A T 1f 345 rh i
S100A8 ik, ELISA 5 & fh bt Bl hy kel A 9
BHEA PR R4, 3230500 & A i g2 /D B
TP A (abeam ) fEMIIRPIA, B)G7EE
FRAL 450 nm AbEEICFHREE
1.4 RT-PCR #illl S100A8 mRNA &%

K A Trizol i 7 £ ( Invitmgen 2\ F] 75
¥ Ui B 42 B AL RNAL B 2 pe B RNA 5 HiFi-
MMLV B (Jb A2 Y ) WA M T it
735 % 5% (RT) , ¥ <DNA ] T 52 i 5 2 8
& W 5% X & B (PCR) (TaqMan 8 1) 2k 1
fli SI00A8 mRNA 3% ik, LI B- WL 3h & A 1E
P ER X B 5197 50 R S100A8 L iE 51 4
5'-CCTAACCGCTATAAAAAGGAG-3", S100A8
T W% 31 % 5-ATGATGCCCACGGACTTGCC-3';
GAPDH I §if 51 ¥ 5-GGCACCCAGCACAATGA-
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AGA-3', GAPDH T Ji# 5| #) 5'-CGTCATACTCC-
TGCTTGCTG-3'. B S AE S N 4 B T A U
S100A8 ik, PCR % 14: 94 °C7E 1 2 min,
4T 94 °C AE PE 30s, 56°C (B- N2, 50 C HE 4k
30s) iRk 30s, 72°CHEMH 30 s, 30 MEF, 72C
GEM 5 min, PCR PEHI4E 1.0% Bl HEEIE FRLIK |
EB Q318 . $94 )5 18 1T Band Leader X4 817
Gt IR BEE /51T o
1.5 FitFEHH

K SPSS 19.0 #AF it A7 it oM. R
Kaplan-Meier FIF 08T & AEAPIRES, BREC I 70 #r
H AL S100A8 Fih 225, Cox Hu RURS: ] 14
BRI T fiUs R, 1 95% &5 X E] (CI)
TR L, P<0.05 WERAGIT¥E L, TH
A AEI R SCh A2 Wi 158 1 I (s &
e R ET ) B AR, A
& AW EIFE TSR R e 1 H .

2 #R

21 —EREEmBERNEZE
377 #] ALL 2L, sl 42 M H (G
Fil: 3~180 1~ ) 5 55234 i, % 143§l #5fie
H 117 1 (31.0% ) , &2 182 4] (48.3%) ,
mfad 78 B (20.7% ) . H:Ris 56 ~H, HiA 41
B (10.9% ) FILFET:, FET-EE ARG (24
B, 6.4% ) fME Kk (156, 40%) , HEAFR
9 89.1%, i TCEAAERT ] R 55 A (a
13~99 ~H ) &

P& Al RESE M L2 ALL 25 5 9 B Z 94 A Cox
AR LB i e AT e B (1), S5 R EIR,
SEOLPER . A7l B I JE A 14 SN, 5 A 47 TE 5k,
M ALI7 J5 55 33 K MRD (P=0.004 ) . fG& 22
(P=0.023) } S100A8 () ik/KF (P=0.001) 5
BILI A A
2.2 S100A8 HIFRIEF NI E LRI E R

377 i B )L ¥ £ 5% CCLG-ALL-2008 77 % 4
J7, TEEREATT R e ik R S AT, R
y7 7d 5, ARAEEJLANE I A A0 O A R
Y8 97 KL%, PGR 41 342 4], PPR 4H 35 4], PGR

ZH F1 PPR 41 1L S100A8 25 1 7K - Ao {8 43 51 Ky
109.50, 196.94 ng/mL, MK ERAGITHFE
X (P<0.01) (E1A) . it RT-PCR #E—2A460
PGR 2l S100A8 mRNA H{ii ik 7KF-247 0.76 (L
0~41) , PPRZM 1.32 (Jufl: 0.38~17.23) , i
HmESAGI=E X (P<0.01) , WK 1B,
2.3 S100A8 FRi%xXt EFS BN

e fE L, 78 H K F il mRNA /K F
S100A8 1l F A2 EFS B AL TALRIAAH, 257
Aoil2=E L (P<0.05) , UL 2A FIE 3A. 7F
e L, R FKFH mRNA 7KF- S100A8 i
F ik 4 EFS MR TR R IA 4 (P<0.01, & 2B Al
KI3B) . KM, fEmfaf )Ly, TEEHKFF
mRNA 7KF- S100A8 i Fih FIR K IR M4 EFS 2257
IG5 L (P>0.05) , WK 2¢ FfIld 3C,
2.4 S100A8 RIZESILEALL "EREMHLREHN
e

FiRg R E BoRdE & L2 ALL /) S100A8
FIRKV5 EFS 2, KL —2 AR
G BE 432 B LY S100A8 FiA M5, ELISA #a il
WoR, TEbRfE . e F i G 41 S100A8 Hr fii &
KK 43 5 4 91.98 | 109.32, 197.15 ng/mL, =
HUBEERAZRIFFE X (P<0.01) . PCR A
SPRTRE R, AafE. TSR S 4] — 2 [R] S100A8
mRNA FikZRAH G2 X (P<0.01) . WWE 4,

MR Rt T E5 R LA A A, B2
ST, SRR RS A LI S100A8 Fik
TR (80K 257.10 ng/ml ) B 2 T ICFH4H (v
F4CH 10630 ng/mlL ) , 225 A ST L (P<0.01),
RT-PCR Kl #H5& mRNA £ 2IFAFE5 R WA 5,

#1 377 BIJLE ALL FiI/SE = Cox EIFH T

IS s Lt 95%CI Pl
PERI 1.006  0.625~1.169  0.980
R JEPA R 1.548  0.854~2.806  0.150
%5 33 K MRD 2157 1271-3.661  0.004
S 4y )2 1492  1.056~2.108  0.023
AR 0974  0912~1.040  0.426
S100A8 13k (ELISA) 8740  3.860~19.789  0.001
S100A8 &k (PCR) 8740  3.860~19.789  0.001
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