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Abstract

Infantile hemangioma is the most common benign vascular tumor with abnormal proliferation of
vascular endothelial cells in infants. Although most infantile hemangiomas only need active ob-
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servation because of their natural course, some of them will still lead to disfigurement, affect their
corresponding functions and even endanger their lives, and need active treatment. This article
will review the different treatment methods and mechanisms of infantile hemangioma in recent
years, in order to provide a theoretical basis for the new treatment of infantile hemangioma.
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1. 518

B4 )L I R (Infantile Hemangioma, 1H)/2 22 %l5 LI J 85 5 L (0 LAILAE A 12 20 it 57 3 3 5 D B
AR A Rk I R R G e T 24 L ZE R B A R 3~6 N 2, AR 208 1%~2%, £E AR AT
R BT sk 12% [1]. KRZHCIH BE AT 2R R R0as T 81, K20 1005k, 13
AR B AR PR, W SE R . RIS OLT, S HMBIBCE . OB ZE AL R BRI,
ERIT[2]. BT, IH R EEZRT A B SRR (F Z RS 220 R) . BOFRE I . UM 250, 2.
WOLIBTT AT RYVIEREE[3]o ASCREZRIRUT I LEEA FAYT X IH ST AR AT 8 A 5w 4 F AL

2. p REEET—EEFBR

T IH VYT I — 2202 B ZARBRA 7], JCIH R ZRIE /R . 2008 41 I ARIE 1% 2 /RAE A TH 1
ZIRTT, PR IH ) LIRS 289 R IR 7 Ol 5 & D0 I R RGE T B [4] . (H S 2RI RIAIT
LML R B AN RSN LGNS AL RE . A0 M U A BERRPREAS . DU 2255 [5], HRIT IH
MOMLE M ANTE 2 o DRIL, AT G5 1 2596 AR TR I A= Fe R0 P B2 200 R JE AT (AP 243 1 0 5080 2t mT e PR AL
fille JRTHZRIE RN IH JRYT A 0 B J LA B AN M KA, G030 R Tt IR N R 4t A
e 1L ) Rl 240 A 55

W ZRWIRIBIT H AR F LSO 60 5 8 U8 A= B BR 1 1R 7K DL R It 35 504 A S 4 B R T2 6]
FEREGEI] IH, % 2E T (1 VEGE, MMP-2 1 MMP-9) 7K 340, T 7E IR 1, X w8 B 7~ () 7K - [
6, P A 5 R KT (B 56 5 4 B I A 2L 43 ) 5)) U [ 7]« 7625 2838 2506 TH IR K40 i i)
Tt 9 IE S [8]38 251 /R A F T HE KAt gL AN g2 15 LR B Re S 44, 7R /MM AE K41 il VEGF-AL bFGF.
MMP2, MMP9 FIil R (BRI IE . M 259% AR AR A AR R A0 B L 37 i AT DA 22 ) L af 65 988 P 7 400 f
WP AR R T . X 0T RE N RE K 4H B S B A B v T L R B R BRI . A, A
F T (91K I 25 34 JR AT LA 28 1 5 8 T4 il (HemSCs) I 404k, it PISK B L i PPARy, T i -
W58 HemSCs JIg I A= i, X I 52 2% 3% 7R AT o is afi 598 240 B 2 A > IR I 4 i«

IEAESR, miRNA TE IH i/ AR SRR 2 2 = Z AT O . miRNA 2/ IEgRi% 7T RNA 71,
AR S A AT I 5 S e SE R A 770, E0 54650 . 40 Ma I TR I A [ 10] . 22 T FAIE S5 2894 /R
BIT IH S FE T miRNA R ZAEA . A WF5E[11] [12]3F 2 259 /R iEad B miR-187-3p. miR-125b f#%
KR INH HemSCs MG AE J (e AN A 120 BhAh, Wu [131%5 N BIAA SMIF F8IE SE 3% 28 9% /R 1l DL Y
miR-424, M) 1H 20 a2 2%, Jrmidiim VEGFA 75 ST Li [14]55 N FUESE
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FEMLE R SRR IR P B 28 (XPTS-1) AR, 2598 /K T I miR-382 ik, g9 miR-382 % PTEN %Kik
ol A, {2t PTEN Xt AKT/mTOR {5 5 8 E A3 ERT, IS 40 It 2 A5 . JX2emft 7608 IH
HORIT IT IR AL T UL

3. BRKEEGTT 1H BILE

FEAS FH S 220 /R0 9T TH BART,  FIRERIE B J P E — B 28 ) LIV R 0 — 2y T i, (HIX M7
VERVE DL M ANE 2E o BEATAG W ST [15]0A A B o S ] e w39 i 4 0 €5 25 b AR, mI sk 8 B 12 1L A 9eg
(OVFIR, I8 3G 0 A 4t i 5 =R I A i, gk A KR F-. PDGF-A #1-B. IL-6. TGF-b1 1-b3
[ ARSI bFGF A1 VEGF . H BT 7 [16]1F S b ZE KA 75 FRATT IR A m] 00 s af 25 98 SR8 16 400 L 1 I
AR 7. FAERAN T HI MLER RIR T4 ik VEGF-A, TJTER VEGF-A 31K ] #l il X Le 24
MOPE AR P9I IS A2 BT 77 AL, Zhang [17]55 N RIAIE 70 5 SME 2% 8 it 5 L S2 AR B mT 2 ot oL 3 26 i,
1 HemSCs #1 VEGF-A [15R1E, {23F IH IG5 . X LR BN B F2R B B A T7 IH (/E LR S 4E 1 I
W K2 BURE RS2 B TR V6 T 5 ISR A5 B SCE B « (HE 0 B IRIT 28 A R R NTE %
Al RHR. B ERER . IR HPA M DU TR ERAAE I 2 R & IR AE[18]. DRI 0 2
BT Z RS, DAk — 20 ) B 1 R U 552 38 AN R JRE I PR 3 3L o

4. FUBMEZEMIETT IH BIHLG

1) “PRHE R (AR EE 3 AD) & HECIRBE B2 o ARl = 2R 11, % 2 Fp s A 4 s 1 . SR, XF
F-BHEF 2 PR VAT AR R 4 FHLE) TR . B RTRFSC[19)ESE T P25 R A5 155 HemECs T,
JFERE p53, PIDD, PUMA, PIG3 il Bax ] Fif, DL MDM2 [ Fiff. XK, “FRHEE X 2)LIME
FIMAITIE 515 S pb3 M EAN A 1= . (HIZIE 7T 45 B2 5 T LA AL ok PO IR B AT 75 1 — D4R
%o

2) TH#i%-a (IFN-o)&—Fhabfu il v, HAPUMBEIER o Fonr DL 20 B g 56 . 5 S0 g 8 2 18
AREFEE FSOMEAINHEIEI . T IFN-a 76 1H MY R R e, W 78 [20 (X AE 441K
SPUESE IFN-a FI55 IH 8 T2 HAE N B RIS P B2 40 iR (HDMEC) S8:4IE 1IFN-ac LURS () 70 551 & A i P
AERANE S HDMEC 4HM0E T, (HIX Ee44E 2 B IFN-o X LR VAT 2 35 T 5 P9 B 4 i i 3 T2k
RAFVER . AR TE #E— B0 SRR SR 7 WL SR T E

5. BLIRTT IH B

WOt RS RVERGIT IH, EREMEKT, BotS mMagptia s maEagsa, B
WK B R, A R AR IR I N R S A EE TS BRI . ki kOB (Pulsed Dye Laser,
PDL)& VAT R ME IH e ik[21]. A WFFC[22]1ESE PDL FESHEAAR ARt A 5k P9 5 4 Bis(HUVECS) = A4
FTESIEA, IH BJLIN IS VEGF /K TF{E#:5%2 PDL JAJT )G & MK, PDL RSS2t 4 oK,
P& VEGF mRNA £ik. X4 PDL VAT IH INLEIEHE 7 A MERIESE . R, B F0E K IE5HE
JH MR ) LIS VEGE Y FE I 2 /5 T4 18 A i /878 A A BN o IH &) L2 PDL Y897 )5 L& VEGF
AKPEE TR, $oRIE VEGE ARSI AT BEXHE S BT VA A E B 3, B 20 LUE AW filUS
MRS . AR Z T & PPt 7t 2 i 3R I R AN 2R HR R B 7 067 6 B LI 8 () s,
5 PDL HESS I8 1) 3 WL 41545 4 e B

6. HitbZ5¥iasr IH K#HLH
1) WKIE SRR — PRI ER, e T R UGN — 26 BB . F (23] K TR S T
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FRIMERI T, EWBEAM T, b MR S A0 s JE ik, 4T #% (A
SR D ) DA R 28 B 1) 77 B AR o X FE H T IR SRR B AL ) N B Al R B AR B EE AR D, IE
HH 7 DK SRR TR gD |z B AR LR 9 AR R T B AR R

2) FHIAE R O A LR AUREZ Y. IRIERSS & M 4 (FABPA)TE IE 5 Al H4H 41
W2 RIS, RN, P A R AAE AT RS, JEDR AR I A B RTAIT AT [24]00F 5L R A 2
F Al PHET mTOR/FABPA i A2 i) B8 A P9 B 4 M (1 36 5 . RV b BEEAT B8 TR (A 72 LA Jee] B
FABP4 FIAMVEAER 2 RIENLE], (0 FABP4 AIH IS 2 AR vT B2 a7 B ) LIS R v (VR T 24
Y. B4, 2515 AR FCIESE 4EBPL 128 mTOR () NS, &3 1% & T-7 mTOR/4EBP1
5B S ] S B R HE LT GO/GL MR AR MR T X LA SRR B R A A R @ L R A L R
b 1H FR A A T

3) Rl FEmk R W PTEL B 25 . Ran [26]558 A4Re 1 6 ] IH F835 1 i dh B va 97 e 0 (19 491 o
A IEFE[27 100 S B M v 7 AT S 2 ) /0 BRI R A0 P P R 4 A R R R ) L R I AR PN R 4 ) 3
FEFAR BRI T hAh, APl FE RS B Y 2 B AT I 7 PR P S 4 M P I A A R . EEEIN R, Al R
FREAR T M /MRIEE K E T D K, AT S0/ BR YR I A K PR B, RIS T R R
PIBK/AKt/mTOR {5 5ids, XAE IH WAL P RE BEEM . HAroe ol By, AR RN K&
YER T IH LA 75 3 — 0 SR 42

4) FEREA P ARSI BIR 2, TENIINERE-2 (COX-2) kB, &l LS /b i
HIRZE E2 (PGE2) M= A= k4 ML A B,  WiATZI MR 2 E2 (PGE2) nT i i A [ AL i 3k i ygd ik Jie 28]
TIF 92 [29] < 3025 SR 5 A ] 8 A &/ 0 1) 1 85 98 SR 14D 1) 78 5 - 401 B (Hem-MIS Cs) 38 48 3 175 5 L e 4 A
DRI, 2 S 5 A ] B A 8 75 5 B 7 A BRI 00 o) e 2 4 A P2 BT FH 1 TH V897 IV FE 259, (HIX AT R 3
FUMR R BRI, AR AR R 7 A DAl ZE SR B AT VR T S IR DT AR B OG IR RN R R

7. INER

IH & R, BAMRRR AR . VP20, TR0 U PRAS AT BT 250 IH
BAENBUS . 7T RN RACE RSt 1 IH B B A B2 ] B A7 S IR YT « SRONANEER
IH JEH G 267 7 ik BEE X IH T HURI ISR T, A B Finssxt sk — 2wt e AL IH 69T .
AT 2208 R AE R ZHUEOL I IH IR A R . X T 208 /KT B AN 78 42 SRS TH (83, B0
BITEERIE M B, BAUTIRNE IO E E . ARRMAR S TCHHBRAT 10 LA A5 4 (R e S R 25 W AT
RIEATTRE, APCERIT IH, 38 3E& A T8 8 A0 e i s 25 A

SE
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