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Abstract

TP53 gene is considered to be an effective tumor suppressor, which can significantly reduce the
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incidence of malignant tumors by more than 50%. In addition, TP53 gene can regulate the initia-
tion of cell cycle and improve the self-repair ability of DNA. When wild-type TP53 gene (Wtp53) is
inactivated, the efficiency of its regulatory mechanism decreases or loses with the increase of mu-
tant TP53 gene (Mtp53), causing cells to enter S phase, cell division and proliferation, and finally
lead to an increase in the number of malignant cells. TP53 gene abnormality was first found in os-
teosarcoma, and has a high incidence. This study reviewed the relationship between TP53 gene
abnormality and clinicopathological features in patients with osteosarcoma, and analyzed the
value of TP53 gene abnormality in chemotherapy efficacy and prognosis of osteosarcoma.
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1. 5|8

B PR — M A ERYE RS REE, el LA N S i e i 1 T E 1] [2] (3] [4]. H
BT, B YA B R I 32 B IR AR ANRHIBR AL T (5], BEE BT LT R F R AR L&, 70%M B w]
PUIEKA v iA[6], (HA NBIRIIAZ, 20%3] 30% W) & 198 2 IR 52 R & L[ 7] [8]. TPS3 B[
e M P AR R B K I I (R[], [RItk, FEVRIT RERE R NAZERAE R . TR, TEfE. FLAME
S LR ) K i R TPS3 BRI s H A e B E AT BB R[10] [11] [12] AXLZRR T TPS3
BN S S5 H AR R ERIGR . RERHE AN, FE0HT T TPS3 S Ak R T (8 (52

2. TP53 EFARLEFnThae

TP53 JEFAL T AR tafk 17p13.1 £, HKEEANAT 16~20 kh Z[8], H+—M TR+ HEF4
B, it B G AE 2.5 kbm RNA, BB A H = H /LT =AM R R I %, A5 Tl &N 53 kD,
DRl e iy 44 N[ 131 TPS3 SR TEAE W) % TRk bR ¥ 45 B AR ), G031 4 it J8 B AI R T2, LR85 DNA
Wi. EATT L AR A A RAR Y[ 14], RAFFM TPS3 JER NAREF A2 TPS3 JERI(Wip53), HIhRE
FEOCAE R AN AR T B ARk RRm BRI PR, TR g i R 2B R S R v, 00 ) e 8 24
FLI A S Ak, (gt T A B R T, CRAP LA G52 IR 4 M (14 28 s 17 24 WitpS3 7 (GG RAZFI
KRR Mtps3 J&, MIRgEA 2w, KEEKERT, BARMIBIER, [FIR 5 FE AR E M K.
HRAE e — A B e i, TPS3 BE AT DARE R = AN X 1) N-R (-G AN R i AL ), X —
AT X, RS — LR SRR R AL, vT DA A o R A R AR R . 2) HRRIBK X B =
AN E K X IR, 1 C unbk Sk X MAL T 707, HpE SR EE R, 5 TPS3 EE MY ERA
T A B DI &R, Hh R =N ThREG [ 15]. AFIZSEMR 1 TPS3 JEF R K2 AL
T 175, 248. 249, 273, 282 fii SHAARSFFEHI[16]. TP53 4% e R 40 A= 6 A # 1 G1 A1 G2/M ]
KIE &, B 5 FEEEE IAEZYI XK R p2IWAF/CIPL #4448 TP53 (R ik, SmiBmE AR AL S
Cyclin-CDK £ &M EAEA, 51k RB & ARG BRIk, MififEsl E2F # KRS sh, FLk G1 #
IE[17]. TP53 BHLERES A4 T, REFEME A 22, I Haeg sz B A% HRE SR
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TFHES), 25 DNA MBS R, T IHARE R, BB 5 RERDE, 5 ErEsLbrN A
AAIRIL A 18] KAL) TPS3 B[R fett W18 m e o, H Hb T HEKM =, W igEA S
HORTIBN[19] 0 SR, IXFh St 2208 iR 20 Mok B2 30 5, AT 75 A R P2, [ B 9 2 L LB A 4
2R R [20] 6

3. TP53 BERRESBERE LR L KRR T

TP53 B[R R 2 S ECE PR R B RFE 2 —, X2 &P RIS EME 2 —. BRI, TPS3
BE IR S8 0B R R V) R R R 36 0. Venardo 25 N5 LAAESCHRR I, TPS3 B[R ) 57 & 16 B IR
W7 18%~42% [21]. Cuo SF[22 118 G s 4R A0 22 T 1L 9T 46 15 IR BB 38 A 27 (58.7%) TPS3 &1
Ik, Liu 223 5T Meta T8 RIS TPS3 BRI T2 MR R BN, a5 % 45 TPS3
BRHEEAT IR FR . Toguchida 58N [24 1k 7 127 4il& A H SR b TPS3 DA (1) B HEFI AU R
Az, oo TP53 LR 178 57 %R IA 46%. Ueda %6 NJEIE XS 58 41 TPS3 &5 FIRIA M R B35 R, 37 %1
B R bR AS S PE P, 1 R R R TPS3 B8 S I PESR A . Tataria S5[25]) )\ TP53 2 Kbk /> AT Wip53
R R R ok /0 B i EC e A ) 7 O T A B, A O i D) e O T 4 e i B R R R A B R 4K
F W] TPS3 S [RITE 1 47 18] 70 0 T4 A o AL R0 B PR 1915 3 R L EEH . Van Leeuwenna 25[26] A X i
HHERBRIRMATT TP53 REIRAHN, FR KT, XERH TPS3 HERAHER G ANFHM L.
Johnson &6 A [27 1383 % 5 B PUJRE A R bk i TPS3 JEpR, &% I PRI R TPS3 848 for B AR R 4 4
Ll Grote %5 N[287EH HCH T ORI, MREEGMEMIBCE B HoRERIE TPS3 A, M AR TP A7
LA BER AR R B AR, AT TPS3 5 (R AR 25 G B P i AR 1) oo B S ki PRI %4k . TPS3
BRI R v RE 2 S EUE PUR N R AE R B, AR E AT, AR R AR 22 R I s 1 Nz —.
TP53 F DR 53 o A A 75 BB A B B PRI 2 W, DA J% TPS3 32 D] ARG 6% SRt 75 B 000 PR R F 5
O PR BRAFAE, X FPARVE —ZR00E, B A AT LA BFRATT S AR b R ) PR SR 1A R R AL
1 HAE AT DUAIG RS 6T 7 &

4. TP53 ERRE 5B REHHEE TR BUR

TR YT X R B SR AR R (H R BB B R m A AT AR AR R . FAREY TR
5T (P MR R 3N B ST RO S UK . B RTICN, TPS3 B[N 1 55 5 B ST i Uit 2
(]S B, Ganjavi 5 A[29]f8 LA TPS3 JEIAHIH A SAOS-2 4k, KIS 10 HF A= 7Y
TP53 FEPE 5\ PRIR 200 B T A1 PR JRE A LAty 36 S 3 ot 4k 25 2 W i g, 3R 99 TPS3 B: R mT 5l
B PR 4B AT I EUERAE - Goto SF[30] N IR FE Hh K I TPS3 5 PRIk 2K 1) PRI R 6 AR A 7 IBURR A
R 15%, e A Rk S (LOH) B R B85 T B BURR RN 64%, $7 TP53 Jk PRk 2k FRAG AL T UK
PE. Asada 25 N[31HIBFFCRB, (o8 PR B, TPS3 JEIR A T BE 5 80w PR BB e 1 25
PE, MIIAA TPS3 3 [R5 B PR 4 Ve O B e A 5% . Bacei %5 A [32]38 3% 789 il A8 6 3 A4k
7 &G R R T R, A B E i AT e R BN R RN 2, ) A T A A7 I )RR R
Hr BT BT ROWERZE , BT LA SZ B A B AT 5 7 AR AN R OB SR A PR VA TG 1 S
FRFE . HHXS B Tsuchiya 55 N[331HIAH BB FER T, XTI SO BUR I 3 b 2SN TPS3 %
DR AT DA i PR AT T R0 U, ik 2BAIE S TPS3 Ji (R T 38 i PR T A7 AR RO o AH DG
FARIE, TPS53 FPH AR 07 B (1) 2 55 Mt 2 5 30 PR B 3 AN R AT 2 7= R AR TR AL Uk, 3L
H1 P53143A. 175H 1 273H T ] S EH B HIIEART 245, M pS31234 ALK 3= A W E M Zj[34], H
I HE— D BN AN BRI, TPS3 Jk (K AR [ 8 B s 2 52 0 B PRR S 38 AT 29 ek . H, BR T
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WF9T TP53 H K RAZ 5 PR AT BUBE 1) G &4, B8 2 HBE 70N G 1m) 3 25400 1 I 58 38 Y TP53 1)
FIA R R R TN 2, I N R SR 1) TPS3 HIRIA, 3 PR B PRI X AT 259 BUB I PG
PISMER 2k, DL S AT 290 BRI . FEVFIR B FE[35], AV RS0 WA RREA 208
Fe R PR MG-63 4 AL 7 i 25 TR 2650, AL AT RES T 1 MRP1 A TPS3 8 RIE A K. ME(36]
SRR, AR R TTREE S _EE TPS3 ZEKAN R I c-myc £ R IERAE 3 R A R 120 B0k
[37]& B B 1 i TP5S3-MDM2 15 5@ B B R4 & SISA-1 [IGFEIF15 5 H G2 Wifsir. &
B N[38IAN, LRRiAE £ %48 A 1 (mitochondrial fission protein 1, FIS1)A] PAii& TPS3 @, M
R T MG 4B PRI A R T, X — B R AT REN T PR AT TN 2t ORI A, R R R
BRI EEAEH AR BB AT, SR IENE(COS) AT LUl I 0% TP53 15 5l Bk 75 S 4u M T,
$&7~ COS Tl B2 VRYT B WG fERIE 1o DRI AR, Sk i FE RS BRIk, 7l
o G A i AR AR AR, AU TR e B IOBLRRAIS, P A S kiR [40]. TPS3 SRR W] LU i FRAIK
MHC-T 2 I FI3E I VB Rl 240 M R T 15 B0 S B2, X il 1 ATL 1) =3 252 AL T i 4 R SR M4 i 41,
PRIt TPS3 RAE AT LA & PRI N B % 412 Wi (1) B B8 5, W] DU 280 5o NI e e JRAs , mi#2 7t
JY 3. TP53 54 [ N2 [l AE 8 AR A A BAE F[42], T H TP53 RARW RE FEE M. KBUAEHIR
I e P v R0 2R DA R B i B A N KT [43] [44], E A WE ZRPIHRIE . RIEFME[45]1F 5T, TP53
RAZ] e 58 R B I S RN AFAE R G . 2B E MR SIX — M. SR, S e e St BT
BURME AL 2R 2 2450 ATy TPS3 RALH IR B a7 IR A A 1275 77 R AE & N A, T TP53
RN S5 B PRI BB, B S R DR ) SR 5 VR T R RSN AR BB ST T In) o [RIINE, TPS3 DR 57 xd 4k
ST AYINEURYEA — B W ERER, AR T IR W ST Rk ss, X EOR E R BT 25 Al
AR RS BIVE R s oAk, TPS3 J DAl i) S A 45 St B PR S8 2 T RVR T B 448 17 W)
f6F. TP53 BEPIRAR ., GG, [RINA7LE FRAR MG A5 HIRHALST B RE 00 AT DLy — AN A 7 07 1), DA
— A E AT T R, SRS VR YT

5.TP33 EEIRESBERENEZRS TR

FIHATNIE, PR SSRGS AR . 2 AU FUR B, TPS3 JE [R5 A8 4 i fr
KA R EEAE K. Nishikawa 5546 183 G 20 23U 505 3000 =+ Tul & AR AT 1 1 A9
BT, 45RO TPS3 |MAMRE S5 H W INEZEN A KA EEEVINRR, JLH VRIS & RHE
W, HTUE I BART R s RDH N, XKW TPS3 & A RPIRAS S 5 AR AR &, FrS
H PRI i A R A OG, JEId TPS3 B PR AT YR Fl B TS . Papai %6[47]0 TR, 18
T BB R A, 3 6 TPS3 BHMERILIR A TS ZE, ARG —FENESE, 1fi-+—F TP53 HEA Y]
PEL TE TPS3 BAL 0w AT 8, P AEm A oy = S AR, X 45 oA R S A SRt T IR KB 5%
s . Wadayama S5[48]7EXT 67 B PR AE 2 UM i 45 H TPS3 S A IRIE HH L1220 B TR,
T HFRIE 5 B A A7 UG AR K - Radig 558 AN [49] K I, FEAR S S0 F PR 2, TPS3 2R A PH I 268 15.7%,
TMIE 2 B PRI R, TPS3 85 (B R GE B 20%, (HPTALZ A2 53R B2, XRIPIRSH
5 TP53 BEAMRIEZ WA BEMAHNE, TPS3 EARKEZMLHEZESR, R TPS3 HRFH S5
PR (1) A K 5 e B8 2 TR A DG, (RR T8 SRAFAE i D B /b, B AR S TR R S o 5 ] S it
BEIRKE Y R G —, WSROI SEMEAE. Toguchida Z5[24]7E 36 FIBE V& PR 234 h &K B TP53
DR oA 5 B R I B 2 I E G 8 S, XS5 N BRATRAE T — /N A, B TPS3 JER R
BRI R R AE R 2 [MEA REM R AR, 22D AR —, kAR
FHEMZ S50, W5 E RRH SRR A E R, BENSERBHSEART, Hujsb KPR E R
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UER] TPS3 4[5 58 PR B 1R S TR A R . BRAERIE ST, TPS3 JER 53 5 & PIRDO LT I8
AR, Rz Ui TPS3 SR 5 58 AR AL 77 R0 55 AT D9 PR 2 W RN 9T b AN Tl Bk K2R
T, BT RO PR TS PEAS IORRAE, LSRR BB PRI TR AR JE o AT, TPS3 JEPA 57
HRETSE 9 AR B T $8bn T e ZERIBIE TEA AL

6

. &R

WHFTRET, TP53 J A3 5 v] Be o B PRI A ZE . R A7y R K T 7 A s R R, 31X —
S A T L 25 IESE . BEFE FISH A REA UL A BOR BRI HT, BLK O 1 AR 4 I SR 70145
LR T f#, TPS3 FH I MR BAR R, FHENTBHGERR TR, 257 507 5 R LB P
RHEXT THUE RIS o 1% EEAH SCRIF SN X B RIS T VR IT RMLTTI7 S s i B gk — P 1 48 B H,
B4 H IR E AR A e R MBI Iar % .
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