5162 5 6 P 5 AL A Vol.16 No.6
2014 4F 6 A Chin J Contemp Pediatr Jun. 2014

doi: 10.7499/j.issn.1008-8830.2014.06.011

I o GREE

SIRT1 {£ A PERE A 1L Ly 56 06 A
AL I B Bl A 5 L

el RADE R A KW' R KREE ZRL

(PEEFASR., LT EFRRERER / ik F oA
1IILERRRG ST P S; 2. BB P, XE 300020 )

[FEE] B/ T SIRTIZEZ2MBER ALK (AML) BILEBEEEHL R EAKE, oS
AML WJE BARENE, 5k B8 2000 4E 7 H 22 2012 4F 4 Hifii2h AML 3 T W12 AT B BE T M A A iy
54 B BILIIG IR R, SR S e 12Uk 28 e o 7 A I LB TS K 41 20 SIRTI (93536 5 AR 4 SIRT1 (3%
KT BCRHE 51524 SIRT1 BIEAL (n=10) F1SIRT1 FHELL (n=44) , FHAR4E SIRT1 3Rk (19 FHPERR I iE— 220
SIRTIL BN (+) 4l (n=8) . (2+) & (n=7) A1 (3+) 4l (n=29) , EFSHALBILTG, Cox ZHE
AT LKA SR N, S8R SIRTL (3+) USRI & T SIRT1 FIPE4] (P<0.05) o SIRTI FH
PEZH 2 AR BAETERALT SIRTL FIPE4L ( P<0.05); 2 4F L AFAETE 3R IMIE T SIRT1 PI#E4L ( P<0.05). Cox ZH %
[0 87 s SIRT1 BHMEFGA AR T B ILA KA AAT (P=0.045, fGI R B4 HE =2.071, 95%CL: 1.017~4.219) .
e FROY AML BULE BEIT AL ZFLE SIRTI R kIE 150, H SIRTI B3R5 58 R G
[ PELR)LRIZE, 2014, 16 (6) : 614-618]
(X8R ] AMEBERANN; BUG; SIRTI; JL#E

Expression of SIRT1 in bone marrow biopsy tissues and its clinical significance
among children with acute myeloid leukemia

LIU Xiao-Ming, ZHOU Jian-Feng, ZHANG Pei-Hong, RUAN Min, ZHANG Li, ZOU Yao, CHEN Yu-Mei, ZHU Xiao-
Fan. Department of Pediatrics, Institute of Hematology and Blood Diseases Hospital, Chinese Academy of Medical
Sciences and Peking University Mediacal Colloge, Tianjin 300020, China (Zhu X-F, Email: xfzhul 981@126.com)

Abstract: Objective To determine the expression level of silent mating-type information regulation 2 homologue
1 (SIRT1) in bone marrow biopsy tissues among children with acute myeloid leukemia (AML) and analyze its
relationship with the prognosis of AML patients. Methods A retrospective analysis was performed on the clinical
data of 54 children who were diagnosed with AML between July 2009 and April 2012 and who underwent bone
marrow biopsy at diagnosis. The expression of SIRT1 in bone marrow was measured by immunohistochemistry. The
54 patients were divided into two groups according to the expression of SIRT1: SIRT1-negative (n=10) and SIRT1-
positive (n=44). The SIRT1-positive group was further divided into three subgroups: SIRT1(+) (n=8), SIRT1(++) (n=7)
and SIRT1(+++) (n=29) according to the expression levels of SIRT1. Cox multivariate regression analysis was used
to determine the unfavorable factors for long survival in children with AML. Results  The SIRT1(+++) subgroup
had a significantly higher mortality than the SIRT1-negative group (P<0.05). Compared with the SIRT1-negative
group, the SIRT1-positive group had a significantly lower 2-year overall survival rate (P<0.05) and a significantly
lower 2-year event-free survival rate (£<0.05). Cox multivariate regression analysis showed that positive expression
of SIRT1 was an unfavorable factor for long-term survival in children with AML, with a risk coefficient of 2.071
(95% CI: 1.017-4.219; P=0.045). Conclusions  SIRT1 is overexpressed in some of pediatric AML patients, and the
overexpression of SIRT1 is associated with poor prognosis. [Chin J Contemp Pediatr, 2014, 16(6): 614-618]
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