27 454 13 ® = E E K % ¥ Vol. 27, No. 13
1370 2005 47 A ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Jul. 2005

SCEEHYE £ 1000-5404( 2005 ) 13-1370-04

B AE DNA G EERXBEEARESHEHXER

I A RR ArB, FHEM' Mak R Kelley (' BB =B AE Y B e B MR /MBI 5 T bR o, IR 4000425
*Herman B Well Center for Pediatric Research, Indiana University School of Medicine, Indianapolis, Indiana 46202, USA)

| OE. HAY W DNA 5515 5] MPGAPE] . XRCC] F1 MGMT 15 A (458 P48 Hh #3615 45 5 B HL 5 BB 5 T 1Y)
KA A B PR LT 9 R R R BUS SRS R bR, ik NSRRI T A 60 1) B TR 9 A 4N 3
AR AN MPG,APE1 XRCCI #1 MGMT FJ ik , #6 i f20 BE 4 LAY IR Fk A R A4 . SEi 4 i e AT i R 2
KBETGHER. &1 3 B RMAME T APEL F1 XRCC1 538 FAYE , MPG F1 MGMT 2 53 FfE, 60 i P& MPG,
APEL XRCCI1 Fl MGMT & £ ik 43 51 24 40 #] (65% ) .43 ] (729% ) .23 (7] (38% ) Fil 32 ] (53% ). APEl 323k Fl 8 & 4F i,
Price’s 7P 2 WHO 43 B4 & P2 5 (P < 0.05) ,MPG #3k Il WHO 734 & 12 5% (P < 0.05) . Spearman FAAH K 56
TR bk 4 TR SR Z A G . BRI R APE] Il MPG ik SR EWEHE B EMER(P<0.05),COX
ol RS RY fi 7R MPG RIBSBEHUSH R(P<0.01), &5 DNA i {{& & 5 H MPG,APEL, XRCC1 Fl MGMT 4t 7] 2%
KB PR A FE A, APEL R MPG 23K 56 X040 B PYRT R & A UG AT RE A .

IR . B R DNA 1 S8 i 4k

REESAS R394.3; R730.23; R738.1 TRKFRIRAD: A

Prognostic significance of DNA damage and repair gene expression in human osteosarcoma
WANG Dong', ZHANG Qin-hong' , ZHONG Zhao-yang' , LI Zeng-peng' , Mark R Kelley” ( ' Cancer Center, Institute of Surgery Re-
search, Daping Hospital, Third Military Medical University, Chongqing 400042, China; *Herman B Well Center for Pediatric Research, Indiana
University School of Medicine, Indianapolis, Indiana 46202, USA)

Abstract: Objective To detect the expression of DNA repair related proteins, including MPG, APEL,
XRCC1 and MGMT in osteosarcoma and their relationship with the prognosis to provide potential markers for evaluat-
ing the chemotherapeutic reaction and prognosis of osteosarcoma. Methods The expression of MPG, APEl, XRCCI
and MGMT were determined by immunohistochemical staining in 60 specimens and 3 cell lines (HOS, SAO-2, U-
208) of human osteosarcoma. High expression group and low expression group were divided according to the staining
intensity, and their association with clinicopathological data as well as prognosis was analyzed statistically with SAS
software. Results The high expressions of MPG, APEl, XRCC] and MGMT were found in 40 cases (67% ), 43
cases (729% ), 23 cases (38% ) and 32 cases (53%) respectively. APEl expression was significantly associated
with age, Price’s grading and WHO histological classification ( P <0.05), while MPG expression was significantly
associated with WHO histological classification only ( P <0.05). MPG, APEl, XRCC] and MGMT expressions were
remarkably related with each other by spearman relation test ( P <0.05). APEl and MPG expressions were statisti-
cally related with prognosis by single factor regression analysis ( P <0.05) . Moreover, only MPG expression was re-
lated with prognosis by COX proportion hazard multivariate analysis ( P <0.01). Conclusion The coexpression or
related expression of DNA repair proteins MPG, APE1, XRCC1 and MGMT is the important expression pattern in hu-
man osteosarcoma. Among them, the MPG and APE] proteins may be more valuable to therapeutic implications for
osteosarcoma .
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Tab 1 Expressions of DNA damage and repair gene related proteins in

human osteosarcoma

Low expression High expression
Protein )
- . Total (%) ++ +++  Total (%)
APEL 4 13 17(28) 14 29 43(72)
MGMT 8 20 28(47) 10 2 32(53)
MPG 8 12 20033) 14 26 40(67)
XRCCI 33 4 37(62) 10 13 23(38)
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A MPG A 5 0 PR LA 149 - R



1372 - B

A: MPG: B: APEL: C: XRCCl: D: MGMT
1 DNAGEEMRXEAEBAMPRIE (ABCX100)
Fig 1 DNA damage and repair related gene expression in osteosarcoma  ( ABC x 400)
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