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Intratumoral injection for infant maxillofacial hemangioma
DONG Xinjing, et al
(Department of General Surgery,the Children’s Hospital ,Chongging Medical University)

[ Abstract JObjective:To observe and summarize the therapeutic effects of intratumoral injection with Triamcinolone Acetonide Acetate

and Pingyangmycin on infant maxillofacial hemangioma.Methods:Local injection with Triamcinolone Acetonide Acetate (TAA )and

Pingyangmycin (PYM )was executed to treat infant maxillofacial hemangioma. If the lesion did not disappear, the treatment would be per—

formed again every four to six weeks at intervals, and the total dose of TAA and PYM could not be more than 100mg and 40mg respectively.

The injection treatment was repeated 4 times for one course and the therapeutic effects of maxillofacial hemangioma were detected Results:

84 cases with maxillofacial hemangioma,treated by local injection with TAA and PYM ,had been followed up for one to three years.The

cure rate was 90.4%, the notable rate was 7.1%,and the ineffective rate was 2.4%. Conclusions : The intratumoral injection with Triamei—

nolone Acetonide Acetate and Pingyangmycin is the reliable therapy method with less side effects. It is valuable for treatment of infant

maxillofacial hemangioma.

[ Key words ] Triamcinolone Acetonide Acetate ; Pingyangmycin;; Intratumoral Injection; Hemangioma

/0L 8 98 2 B 4 LA B A — Rl B PR A A
BIERRTE , ZIRAE A 3%~8% ., BRI IE
JER BATIHIR BN IHR H 1697 W s R, 4 1
B AR R EEASE AL MBI, IR REHEST
ESFBARBENBEMIGERER. 255
1996~2004 FEAEEH K L2 & B B R A TRS R
B &S EME TR I SHEIT I EIr B R W
1 4E 1) 84 {35 T &5 M B 9R AR ORI A T i B
LAVEHr BE RS ph 2 25 180 PR R R &0 i SHA T X
0T S LB TR VR T R o

1 BRFAE

1EENB: FE(1964- ), F 54, LR,
EEMAFEDILLER,

1.1 —f&FH
Xf 1996~2004 5K FR NS BB £ 288 (TAA) M
FHHEEX(PYM)RYT, 3 BIT B RE W | FAMIEEH &
FOHATEADT , 3L3K158 84 B, R, 5 38 i, & 46 B, B &z
R LI21RITB MR 1 A -3 8 /hF 6 He6oHil( b
82% ); AR L BYR 47 B, AR M EE 15 B, B-& M
B 22 Bl R ATRAL HER S B, IBER 12 4, 516 8 4, A T
X 5 &, 8% 10, BRES 7 47, B EE 10 4, #3566 B, BEEE 8
B, 5088 7 B, BERNOL 6 B AR KN B/ 0.5¢m x 0.5¢m, 7
& 14.0cm x 10.5¢m,
12 %A
EEBILVEFRRA, B LRE REEIER BT ErE
BL%  RHRGT | AP ERE T T657 .
1.3 &HFk
FRAEBENLHG) AR LSS’
50mg/Sml/ ¥ FFREE Smg(RIRMILHIZY) /)M 5 HK
Sml FES, MAZEBRHERM 20002 FE, REK


http://www.cqvip.com

WERERIK S48 2006 £ 31 5% 6 3 (Journal of Chongging Medical University 2006. Vol.31 No.6)

£ 000 http://www.cqvip.com|

— 887 —

1mg/ml 257, TESTROMME B LAVERS SR0 RUUE R/ R
RIMBUEBMZEM (TAAO.5~1mg/em%,PYMO.25~0.5ml/em?) , 7E
SRS IR S, PoAR TS 3 SRR SRS AR I BT, L 5 S5k EE
MAEEH% 1~2mm QST BN S EARRN B E
SHER RN AR ERIRE 2~3min, A RO M B i S OL
PEFRIRL RS MBS AR BRI RN N &y M
S5, AR MR /N RIZG R, K AR AR AT 4K
Hht, —REREZARET Smi, EHE SRR E AW
Stk EH T 1~2 AR A Mk, TRLE BHEYE R
468, BERERELSHERTHREREH 4RI 1A
TR ERBTRELERET 100mg, FHEXLEAHE
it 40mg,
14 JTHGFRE

FFRGEOHRISIAT S | M IER N EA B &
R i i B /N R HIE PR ER (DI R ST R
TR EWER B LE R, (2)BR EH 4 KE mEHEH
BE/N BR7ESER, LKL BHEHRL. 3)X
R B 4 WL LA B AR ERIR TGS/ NV INTF 50%.

2 # R

2.1 BB b E AT
AARFHIES 2~6 KAE, BREFIAFES
2~4 K, RITRTIEEY 6 A . EAEMRILE &S AR
37 B A T I B AT A 4R B R AT . ANk 1
FR7R .
®1 &R MmEBENTH(S%)

%" Hi% RA B3 B

HERRINE 47 45(95.7)  2(4.3) -

BAHm B 22 20(90.9)  2(9.1) -
BHRRMEE 15 11(73.3)  2(13.3)  2(13.3)
&it 84 76(90.4)  6(7.1) 2(2.4)
22 HAE

A4 84 Bl A SR L AR L H L Bk 17
%i1(20.2%) , EF AT R R KA  HREHTTWE,
—MI7E | BAER BITIHEIR . BRI 2 6
(23%), ZEESE 3 RE IR A BRI, ER
MmEBALIRICIIE , B2t AR BREE . &
AOFEBHAN, XFFIRBEIIGITRG, A
SR IHIR. EkB AR L 10 4
(11.9%) , FEEETEMEARBL, —B7E 2-3 A
BB, T, BRI E THHRE
4R S BI(5.9%) 45255 3~6 AJG REIEH . i
SN BI(11 %) A R IRt s T 5 Ak

R, R R EEER HAR SEREH
R, TR, TR RPEAE R R FETEH K
f—EO

3 3w g

3.1 aEBHERIGTIRE

Mullikon 1 Glowacki H3 % Il & 74 f) 40 f 2 £F
P MR FEBL . B SRR K TS A R B e 4
> 1L & ¥% (Hemangioma ) 1 i & #§ JE ( Vascular mal-
formation) PAJE, BUAMIKERERI S AEEROE
R A B &S ERRLER, EMRA
ShHERRRG L N B RN, BARBLME R —
RIE | HZ BRI RAE BITIHIREE (B R IE{EB
(58 98 FT B & AR & R I ACRE , A8t L oL AR,
HAFBRARR, N TR S EE I EEEE
WARR ST, LT (P S R IR U 2 5 B
B BTLL XL ER, LR R AR H B O
f B4 L MBI L T BURIG ST -
32 BERBEREMFRELEST 0EBAYE

TAA.PMY {857 BB HLHIAR), HEX
e /L B AR /NIZELE . TAA B—FpRBUR
B EEE, ARE S SR FIG RS R B, BE 3
[e AR {6 ML TR R A A E LT RE S LT =0
A 26 - (1) {3 I B ik 4 (2) 33 R R i 1
HAWAERK; QORI R SZAEE, A TE
J 3% [ B 0 ) 40 ML 42 53 R F0 DNA & B, ¥
A EMMETRRZEMH, FofE KR aEE,
XK B TERYHALAERL AR EWAE N
MEEAERIGITER . REESE , RIEE,
4 5% BIER/DN, B KA Kt E) 4E 35w ik
BEME AR KRR ) B A G LK. T PYM
FEBSTRIEEEE AS, I Kl B S SE L H
A DNA, I8 2 5308 , AT DNA 98 A
VIWT DNA &, B —FhE %L BIER/DN, X & M &
SMGERGENRELA TR ENHFRIMELSY
U, B TERROER BN ERMERSR0E
955 B ShHE A 10 P B FRAE A L B L YR P A
PYM ] i S PN B BRI A (2 i BRI R ALY,
33 BB W RAEMEIREEET AEBALAR

TAA FlIl PYM 33X £64F FIER AT (/) JL B0 98 A 4
ZFIMH, R ELE, EIGK EARZRATE 25
PR A BN XS /N JLT BEXE SUAIRE M , 40 TAA 93K


http://www.cqvip.com

— 888 —

£ 000 http://www.cqvip.com|

BEEER K52 2006 £ 31 % 69 (Journal of Chongqing Medical University 2006. Vol.31 No.6)

EHiEZ WA RN, fl PYM B8 KRB EL
LRBEEWR B TAA F PYM BR&(3 ], AR
R4k A O E B OVE R, T BT DO o > & 24
YR A2 R, M LA . AHBEUTEEHER
FHEALEH KA BOEREER. AT TAAE
REW, HAY PR AR S EH M, ARi#EA
MEIEER , LAS kA i i B s 2E 2 3, 3 Bl it
RTEERASBR MIRFE . ALRFIF 1 Flid ek
fhiit 5HA %, B BRI BUREIRYT, B LT 2
X .

PERENH R PYM JRB i gHiayr /ML E
RERBEY, REMERETH R KREHRE
k7 XREXE 1K, [ FERHE A , 074 i 2 A
EmA TAAERER T 4Bt E] , 0T LA 254
SBRELEE, BIERAIRREZ B

Chiller XE%2 2| Il 98 A=A H B, 4F & Tk
WOEFE 6 AR KA R, 5 K
EEHBAE, B 1 5 G, FiRHEATERBY, &4
el ,6 AT ARILL 829%, AT R IMEEHRDT
KRR AE ], X B LA AR 2 R A
FRMK, R RES, [t nE 8GRt
Bl H T IR A e BV AR R HE T LA AN [EI e
B—BHATEA S E AR ERRBIANRE . AR

I Siielen Sniaiee attoin St Bne atiein sttt asboie asla Saboin oo B B e e e

B atiuine atiais atein aslois salrh aalet ot it snin sl o

MBS TRWEN, BER KB ERT S LE
RS E A fE T S M5 A I B N B A R 3%
1A, H0H I PR A0 A A PR M K PYM S M
ALY DNA BA R, 4 M AE B Hh e
YE A, 52 BRI 1kt (] B ik P 245 et A ) PR A, BRI Bz R
FEBE & PYM RIBIWER, A2 A& IR EIRIT
A, SHRLILN IR —FE LSRR gk, B
B2 RE AR, BUS T RIFRIATTROCR

2 £ X W

[1] Mulliken JB, Glowacki J. Hemangiomas and vascular malformations
in infants and children: A classification based on endotheliad
characteristics[J].Plast Reconstr Surg, 1982:69(3):412-422,

[2] Kushner B].Intralesional corticosteroids injection for infantile adnex—
al hemangioma[J]. Am J Ophthmol ,1982 :93(4 ) :496-506.

[3] Ahmed Assaf.Corticosteroids in the management of adnexal heman—
gioma in infancy and childhood[J]. Ann Ophthmol, 1992;24(1):12-18.
4] BE¥THE.SHR. G b FHEAYE MR ARDASR
hfiAt: ,2003.677-678.

[5] BEH AER, FXE, S FHERBRESET /L ER
Q1A R 2R, 1991;29(5):290-291.

[6] Chiller KG, Passaro D, Frieden 1J. Hemangiomas of infancy: clinical
characteristics , morphologic subtypes, and their relationship to race, eth—

nicity, and sex[J]. Arch Dermatol, 2002;38:1567-1576.

(&% 856 W)
& £ X W

[1] Biggins S,Murray A. W.2001,The budding yeast protein kinase 1-
pl1/Aurora allows the absence of tension to activate the spindle checkpoint
[J]. Genes Dev,2001;15(23):3118-3129.

[2] Fang G.Checkpoint protein BubR1 acts synergistically with Mad2 to
inhibit anaphase—promoting complex[J].Mol. Biol Cell, 2002; 13 : 755-766.
(3] Hardwick KG,Weiss E,Luca FC, et al. Activation of the budding yeast
spindle assembly checkpoint without mitotic spindle disruption [J].Sci—
ence, 1996;273:953-956.

[4] Jablonski S.A.,Chan.The hBUB1 and hBUBR lkinases sequentially
assemble onto kinetochores during prophase with hBUBR1 concentrating
at the kinetochore plates in mitosis[J].Chromosoma, 1998 ; 107 : 386-396.
[5]1 Rieder C. L.,Schultz A.,Cole R,et al.Anaphase onset invertebrate
somatic cells is controlled by a checkpoint that monitors sister kinetochore

attachment tothe spindlefJ]. J Cell Biol, 1994;127(5):1301-1310.

[6] Sudakin V.,Chan G.K., Yen T.J.Checkpoint inhibition of the APC/C
in HeLa cells is mediated by a complex of BUBR1,BUB3,CDC20, and
MAD2[J]]. Cell Biol,2001; 154:925-936.

[7] Tang Z.,Bharadwaj R.,Li B.,et al. Mad2-independent inhibition of
APCCdc20 by the mitotic checkpoint protein BubR1[J].Dev.Cell, 2001;1:
227-237.

[8] Todd W. Seeley, 1 Ling Wang,and Julia Y. Zhen. Phosphorylation of
Human MADI1 by the BUB1Kinase in Vitro[J]. Biochemical and Biophysi—
cal Research Communications, 1999;257 : 589-595.

[9] Volker M. Stucke. Christoph Baumann. Erich A. Nigg.Kinetochore lo—
calization and microtubule interaction of the human spindle checkpoint
kinase Mps1[J].Chromosoma,2004;113:1-15.

[10] Yu H.Regulation of APC Cdc20 by the spindle checkpoint.Curr.Opin
[J].Cell Biol ,2002; 14 : 706-714.

[ % &.f%%%.8 B, % FEO%M TTK 5 CENP-E &
FI3 652 6T A SRARAY DRI BHEEIR  2002;47(19)


http://www.cqvip.com

