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[ Abstract |

target of rapamycin inhibitor sirolimus has proved to be efficacious for many vascular anomalies by inhibiting cell proliferation and

Vascular anomalies are classified as vascular tumors and vascular malformation , common in childhood. The mammalian

angiogenesis. Based on the latest International Society for Study of Vascular Anomalies (ISSVA) classification system, it was described
the application of Sirolimus of vascular anomalies in children in this article. The purpose of this paper is to facilitate sirolimus
precision dosing in children with vascular anomalies.
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BRIk 55 P84 2 (International Soci-  XHEHe ALk G105 1 RN I K™

ety for Study of Vascular Anomalies , ISSVA ) HR 4Ji Il IR
N LA RR ARG KA S 8 Mo 20 D R 2« il A
TA KA IR o ISR 2 T PN B A LA BT B
5 B A 90 5 T A e 2 DU e i A P a0
SRR, G 4% B AN ML ERIK Ik bk T A X s
MG . AR IME T ) RE 2 BEAE B AR IR I G 1<
TR AL, B kA8 e JE vl BE 2 B L2 A9 LA, DA K

[(BE&mB] FEZEARPAESTTHFIH (81803642) ;1
T JE Rl 3 4 E R B (2019M651903) 5 VT35 TLA: fil e %
PRI R T 52 H (2019)
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PU % 5] (sirolimus ; XK M% % , rapamycin)
S MR SRR AR EL S R IR R
(mammalian target of rapamycin, mTOR ) 5z {4 1) ]
. mTOR J&BERR LR 3- 3 (PI3K ) /22 2 2 - I
RATRE I BAKT)E 57 BRI R,
il 1 Z2 b AT B S R 045 A0 I A AN S A
A0 E B A AR ORI AR K. PIK3CA/
AKT/mTOR 1 RAS/MAPK/MEK {5 53 41 i 38 X
0 o) R SO AR AR T AR LR T RO
PI3K/AKT/mTOR 5% RAS/MAPK/MEK i 4% 23 S BUE
WA RER A, Bk Ry S kA e A A i e
MRS AR P 5 w] ] 430 mTOR , AT
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BEL BT i £ 118 0, 00 1) 200 8 A R O A R, X
ZAERINIKE 1 A BRI A —EL

KA S P TR O TR B2 2%, A B2 6 AN
B BB SR R A 2 A R L O R
FEHEMETH 12 W Ll A B DL R K R BE D7 4R
T ARSUIRE ISSVA BT 1970 I R 58 (IR www.
issva.org/classification) /1 23 | K45 5 # MRS 1912
Wi 6T ARG, o3BTl P 2 SRR T R S B
ik e LRSS PRI HIE O

1 M phE

1.1 RME
1.1.1 2% )L fn % 9% (infantile hemangioma / heman-
gioma of infancy,TH)

TH 222400 LI fe i DL 1) R IR, B DDA 7
RN , BRI 4%~5% I kB a4k T
VOB VA Bk S50 . SERT R 9T & 28 B AR
ARTE BRI IHERNER R, K24
AT TH Y JLEE R I 18] A HERS 2P A, AN AT A
BT, AT E R E , (HA B H 2 S EUR A B
IR . 2K KRR IH I —& 25, JIRY7
R TE DUAR D DL, RIGRAL 0.9% . A ZBHRIE
TE R IR TR AN Je iR 97 RIS | S 2808 R
VUSR] Rets URYT  LE 2 Z PR EYE S . FETH
AT, 4 23% 10 8 2 KA PHACE 255 1iE .
PHACE J2£ )5 5 W E I8 L Sk S O i 5
O IRIE S SRR AR R SRR RS
. 88% A PHACE ZZ A E BRILE LM, 5
PHACE Z5-& 1IEAH G 1% TH 3l 5 5™ 8, 145 5 kA
9 , W T A2 AT o 1 B PHACE 551
FfEva e IH A L FE—ZaR7 R , H Ikvg &
5] 1.5 mg/(m*-d) , A2 5] 2 LUK 5] 9~12 ng/mL [
B AEE 1697 9N H A, B LARERFATEY) 2
Frola 50 FEN RN SR I = RR AE
1.1.2 Mtk fo % % (tufted angioma, TA )

TA FI-R % PORE L N J I8 (Kaposiform heman-
gioendothelioma , KHE ) FL A7 AH ] 1 il R F12H 2127
ik, AT DL AR ] — R Ry [6) — TG Kb A | 2
FHEINAENE TR —ME . o 7R, AT
KT KHE—IF 24
1.2 B3 3B SR

KHE J&— 5 S (2 22 ML 189 . X T KHE 19
AT A IR A SCHR R B 7 28 [ 5 B i 78
M, JLE KHE 180534 0.91/10 77, JLE KA

0.071/10 J7, F 4k K 3wy o ML 509% HY = 7E
AR I AAAE KHE 5 22 , A 28 5 5 R AR AT E
IUZ G EHEAE I A G B8 LA . 8 i L
{18 S 7 A2 DU B, U R R Sk SR o 3 709% 1Y)
KHE /835 2% H UG B2 2B i 1t/ sl /D R AE e
I pERS, BI-F B2 0 -Hg HL AR 4 (Kasabach-Merritt phe-
nomenon, KMP) , 7€ XML /IMR< 100X 10°™/L, 38 5 AE
5 RIF . KMP AR B0 R A 118 XK
i TICKMP 4% . B RWDE L — 1) KMP (%
FEIN ™ H A ARAT AR AR 2 B L (SR 4E R
JFK- < 1.0 g/L) , Heorb 1/5 A A 25 H 300 ™ o 4 i (i,
LLEEFIVREE <80 g/L) o X I AAE L IE KMP A,
BMATE o 22 DA ZR 01U A 45 2R 2 B ek g o 722 Hf
AR G TE 6 > H AN L) MBS R &
AUkt TREER LA B o B A B I #0711
R RIS ) iR K /N (KHE k> 5~8 em) J&: KMP
RS fE R R

TR N & KHE B 29697 ik, Y
i 78 AN BEAR S b B SE i 32 30 R0 R o sl LA K%
I/ NBR I AR 04 B A, AR DI BR AT e eIk 5
i o 1L 4E N A K I F C (vascular endothelial
growth factor-C, VEGF-C) Al i VEGFR-3,15 %
U7 PIBK/AKT/mTOR {5 5 8 i, /- SR LA A A 1M
A i 2 -2 (angiopoietin-2, Ang-2 ) Pt /A 175 5 (1) 1 2
PR 18 37 14C-2 (tyrosine kinase with immunoglobulin—
like and epidermal growth factor homology domains,
Tie-2) ¥4I il & AKT/mTOR {55, 2 5k W &
SR Ang-2 KA KHE £ KMP 35 U IRZH =
1445, KMP (1) VEGF-C R A i -1 (Ang-1)
KP4 KHE #5182 Ang-2 #l Ang-1 AT {E R4
Wibs G, B Bh % ) KHE £ #E if 2 BE B A% 9 KMP
B, PGS SR 124 H 5 KHE ££ KMP 8 %
(1 Ang-2 /KPR TR K- 2

Tl VG 2 24 53R T KHE A1 TA F4) 46 7] 2
I PEREZ 0.8 mg/(m+ 12 h) , B 184 50) e 1 24
W EAERFIE 10~15 ng/mL. JRY7 G, KR4 LIS
) 728 AL (4 B LA R kR A | I 2 SR
e RSN B G . W LRSS BRI 5t
RSN AN T RN S AN N R N
AN /T BEINUAT N TRE B A Y2787 95O
30 ng/mL i H UL Z BT B0, P R IR 24
Y& s  Febn A B . BEDTHIRNCA &4 5h
FEA RIK A IR 85 25 A RISt
RIS ], PU % SRl feiny vl A b e sl
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R A Az, VY SR AR R 2 AR A B
6], I HIRT 6 A BCR H IR 61 A B8 B35, KM, %
R ETEIRIT 45 A B R 52 TR A O
U, R R Lt EA T A M 2 A2

Wang 55 5%F 26 8 PG 2 2L R]7597 KHE 1) £
F AT I BE TS , Hp A Bl A 1] 324 H (26~
60 ™~H ), TKHE & &% . 16745 s r] Wi,
B ) 25 e B M I A FE LA, A I 2k <
5 ng/mL IS FHPE P BERPE L 20, SIS 2 K1)
AU o 1 300 75 % 55 w] /R S KHE A1 TA IR 46 67
HBFZE b, AL AR )R 0.05 mg/ (kg 12 h) , B R %%
FIH AH 25 ) e K 3 10~15 ng/mL 14 B AR KF
A RN P B B RINR YT A 3 SO IV S AR
SEOEH Bl R R /N, A T Y A
N o KHE £ KMP (%) 8 5 7E 4232 15 2 S0 a] 1697 5 i
AR TR E# K, BT, P52 B A Bk
SIS U] 11 e B B S [T R0 P & KHE i TA (3§
91 KMP) 838 S - R T i B . BRI, S pa %
FER S AT . 16 KHEfEKMP 3%, i 52
AR EA 5 R 0.8 mg/(m?+d) (ALY | vk i Y Rl
}92.6~6.3 ng/mL. i/ MRFNEFAEE 1K FAEIR YT
30 d R IEH D - —RAKFAE 6 4 H e E TE
o SR B O A RN s, D P
B BRI SRRSO o R RN 34, SER = AH
SARPRIE R (AR, B TP S m GG
i IR 25V B (B R iR A, BRI A . XA
BIHRIE T4 T IRAT—LEB s ARk AR 2 1Y)
F5E 2 B ey M HRARE P 20 5 R A R RN 2e 1k
1.3 T ikdh i

b B2 R L 4E N B2 98 (epithelioid hemangioendo-
thelioma, EHE) /& —28 LA ¥R 68 ) 0% e I e
TEFTA AR 5 1 < 1%, )L h S 2 0 %A bR
WEALIIBTT T 5. — TRl tER o v, e LA
Z TV B BRI IRYT . HAR AU N 6~15 ng/dL,
6 51 J 3 AT 4 B E 232 V9 B S EIRYT i R B
STOREORTETRRE . SACRUL, P9 BEAE] 2 T R
U R RN 19 AFERER s 55 F i
JIg MAE"
2 BXEEEF
2.1 fHMERRE Y
2.1.1 %49 £ %8 % (capillary malformations, CM)

W 25 - F AL B E (SWS) 22— 56 Kl 28
F2 RIS , R ZAL R 0.002% . FHARAE T 3B 6 41

1ML W TE (R 28570 €658 , port-wine stain, PWS) , 2K it
I 20 ML RS | IO 2 AN S J] 1A WRIE o RT3
£ SWS G & N & 8L T A 41l GNAQ % 7 (p.
Argl83Gln) , it — 20 e BRIX P 98 A2 BRSO T e 1Y)
MAPK {5 51l . JRHRNLHT 0.5%~1.0% P4 % 55 7] 5L
B Ak op L BEEOE (pulsed dye laser, PDL) i3 AU EE
TRYT RENE 0 G PWS BB e R EL T A7 R AT,
AR R R ZEEAE SWS S R IA XU E
AL I | I R R 22 , 9090 11495 151 2 L L 40
PR A AE . VA BLE] [ AR EE 0.8 mg/(m*- 12 h) , IfiL
THWREALE 10~15 ng/mL ] FIB FIVEAK[ 10 me/(kg-d) |
& MRS AT RO A, M2 2 F7 s
2.1.2  #EE W (lymphatic malformations, LM)

38 (BT ) LM A] 73 e B R BRI &
B YR LM B AR <2 om, KBERN LM 45 F
> 2 em, TR G B ] f 5% b 348 79 ol 21 28 1) 4
J& o Bz R e Y bk B 45 I (cutaneous microcystic
lymphatic malformation, CMLM ) Ilfi PR & 28~k 72 3l A
[Fi) 7 32 9 L2 8RR 1) /0N 96 PAT 55 38 o T e/
R BVE RS . HETCA IR CMLM B8 R o )
TEA VAR Y CMLM, 3422 B2 22 A 0 Rk 1
V9% B ) —Fh e A AR R AR T
VI A3 12 Ji 94 22 v BT AR T BT 1 1 A
TR, Ry T PPAL JRy B 0.19% P9 % B w) 2L 974K
Fze gt X T CMLM A, e 74 % 5 ]
A —FhIo) HLi 52 R AIRYT R

17 R AYEWRELAE B IE (generalized lymphaticanom-
aly, GLA) , ¥4 9% #% A Ik [ 45 9% 9% (lymphangiomato-
sis) , FE L TILE TG DR Gl W 2 Bk
FROAE, A S L ENE RS B SV
i FAT, 2047 20 795 VEGFR-3 {5 5 HY  1
IS 1 P M T DR 52 A 1) ik TR R B T o 3R R
AR, XSGR IE 1 RAS/MAPK Hl PI3K/AKT i 448 &
FEVEFT i Re 1 3 174 19 5 P 9 L 7K b 1) 2
B 1Ak, 4 B[] 34K 48 il PIK3CA (phosphati-
dylinositol 3 - kinase pl10a) ZF {& (Glu542Lys .
GIn546Lys  His1047Arg 1 His1047Leu) 7E GLA 8%
P BREAR B BB, X4 PIK3CA 28 5 33 PI3K-
AKT-mTOR 38 % )3 B 0 IR0 GLA 19 A Mk
B, A B TIT R ARG TB . 192 SR EMS
BELUT PI3K/AKT 3 i, 75 AL _F A7 BEL W 1) %
PR ST o AR T BRTHEPERTTE T, 13 1] GLA [ 4%
Z VU L] T RIEIRYT , FIE 0.8 mg/m®, B H 21K,
AR IS B H AR AR BE D 10~15 ng/mLe (HASTE
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B, U], A R R 2 0 SR IE 1Y)
FARIGIT  XE T S8 iy nl 4, fH P9 2 5]
Jei I PACBR A8 AR A 395 Joi ek A 048 s 11 A3 2R 43 31
92% 1 85% - FIE AL B R 2.7 4~ H o 31% 0 3
AR BRI TS . e WA B RN A2
B BEII G 8 B4/ 11 s 2 R v H I =R IURE o 1 451)
PH % BRI L2454 FE>15 ng/mL B9 & TH B 3 9%
ISk K i > ek s B 3 v P 2 B E] VAR AR
oD T R AR Bl T AR B, LT S
AN B TS5 AH OG0 fas B R 3R i Hh R 1 8K
o BEA, A 52 43 (5 FH /N 77 o 17 78 2 B2 )
GEIHHE 0.4 mg/m®, HARAS UL R 5~10 ng/mL)G
J7 GLA, G IR SN RAF AN RO ZIN, ME— A B
o7 A2 1 I

| P AL B R (Kaposiform lymphangioma-
tosis, KLA) J& 2014 47 48 H} 19— 357 i GLA A&,
ISSVA T 2018 AF-AE T T B 42 I A A 1 58 3, & UL T
JLE BN AE R . KLA i TS 3025, H 5 AR R
H51% , AEAFR A 34% . R ZHORBIRIET TR A
S U il vy, 8012 S5 - A B ) A 2,75 4
J KLA BYFET SRR &, BT DL KLA f 12 T RA Y7
BREE, PR ITE GLA B E RN E T Ang-2 7K
-5 0] HRZ AR L AT 25 5, 1T KLA FE IR Y Ang-
KT T 1045 RIL, AL Ang-2 7K F
T LAY Bl KLA

VTHARY 1 TATSE & PRAE KLA BBkt 4 77
FERZN A NRAS p.Q61R FAR 5 B 7R T %748 53 ] g
Z 5 KLA B & R HLH . NRAS (22 B: 41 i) RAS
o BE SR SE A [RIUR 4 ) 2 1A DR R IR, BEAE 2 A i
T N-RAS 25 [, i % 18 52 RAS/MAPK £ PI3K/AKT
F O B RS AN MG A . T RAS BOE L nT LK
1% PI3K/mTOR {55 %, fr LA AT LA PG 52 ]
BRI RkAE Y 4B ILEZ T S ENAYY (B H
20K, B UGRHE K 0.8 mg/m?) , AT 4 T8 I/
i RN I D REAK 52 1E 5 o IR YT W A) 2 55 1 24 45 Tk
JEFE 10~15 ng/mlL, A& W 5 B B 259 IF K AE o
JRAETEIRYT KLA J7 1A — i (I3 A Uis 3
ATHEE R JAETHGE T BB
S T R N NP g ERWALEY BV ESSWMINPNRIN
PR BN, A H B e e pRe b A AR S P A B ot/
M g/ B E IR o 3 AT BE S H 1 PE % B AN AR AL
Higt % RAS/MAPK {5 5 55010

Gorham - Stout 2 & 1F H1 1 TM (LM in Gorham -
Stout disease, GSD ) X FR“TH I H "I , & —F F LAY

O ZR Ik CL B, AR AR i DR BB T 3 ik i A e 4
| IFAE O B A0 AT DX IR A Ry bR 2 i i A 3
Ao R AR IR, e B 2 . L
B AR IEARE T 20% , ERIN AL 2 S BUE TN £
T . F T TC B2 W GSD A Re ik I 0 i AR
J¥o WFFERHT, GSD B 1Y i o VEGE S 15 i 51
i &KIK . VEGF-C & 3 MR I & R ¥ VEGFR2 Al
VEGFR3 IBLAA , BEAZ LG PI3K/AKT/mTOR {55 4%
S NI B 7id 7 N S =22 o AN (2 = LA OB
TE 1 BURTHETEDTFE b, 5091 GSD [ 35 4532 75 % 55 v
IRYT L I 0.8 mg/m’, B H 23K, HARA W EE N
10~15 ng/mL. 60% I H 5 i AR S FAE 1% it 215
I, B R R UGE . B LA RSN
ST BRI R O S R O = ER I .
Hh 1) £ TR (0P IR ER ZOL MY % 55 )i y7
J& B RN A TG B A B s

2.1.3 #k % (venous malformations, VM)

HE R Ik 15 T (verrucous venous malformation,,
VVM) s — e M SR iy s 5w, Ao
TerERI 255 . AR VVMARAS SR 4158
P BE R IEMR R o 919% 19978 K& A AE DU Ji
CGEFEBR) 9% L BT, BFFERI], VVM 877
TEPA AR 53 200 A R OO 3 (mitogen-
activated protein kinase kinasekinase 3, MAP3K3) %
A o MAP3K3J& mTOR 19 #4376 1 5175 %' 58
FIVE N B — 2567 1) VVM B [l 5T v, v
BB E FI R EE N 0.8 me/m?, B H 2 WK, ML ik BE AE
6~15 ng/mL Z 0], JrA BB A 1 O H A2y
PG AT LAk B FAR B 25 Wk FE . P SRR
ST 05 TR BB R R AR =90% , 5 A 500 1
IFIE] SR 2545 H o BR 1 B2 DB BHZ 50, 16 7 1]
T/ H YN RO 7% SR RE S A RUA T
VVM, T 321 R, A BB

W {0 4% B2 9 5 2% A 1iF [ blue rubber bleb nevus
(bean ) syndrome VM, BRBNS ] J& — il oA 2% UL 1)
Jok 5 ., 3 AR (30% ) B L F 1 (48% ) i
Mo ZERBNEALSE Z A B R IKEIE | L4 B K KA
B B AR (A LR 2R 5 R 93% M1 76% ) fe 0 L,
HEAh  FE AR 2 R S8 (13%) JHF(11%) JILIA (9% )
WML E BRBNS S 2 B it . XFhEEAE, d
PEFRAN “Bean ZEA MR, DAL 229 H Bk 22 (AL
MELEA) 44, AR TR 2 55 A R4
A SR B K, B R T AR IN T D, R T
JE 128K . BRBNS # A Ay 2 — il R A% f) i Ik ey
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AL . SR, RS DK IR 7T B0
TRERERTE H A7 . TEXFMELL T , BRBNS &
O A B R AR D- R 51 &
ARG RIS et PN P Y1 R 2 B I R A e b ) R
B I TE 5 | BRI S i S B AT I, T
i MURTRN R o BT Y 1 IO 5Y R BRBNS 2
TEK (£ % TIE2 FYHE ) O A4 i 5 A8 512 Y, TEK
S IMLAE7 AR AR 1 P B 200 D P S PR A 2 A . T 7L
Sh) T RS S AT TIE2 A PISK/AKT 8 B T
Ui, P9 2 5 w) ] DI R0/ AKT 8RR A, M i 2
AR e AL A B> o S5 L, ph (AR L TTE2
PIK3CA %78 5| 9 VM 1E Il R b JL-F o ik X 71,
PIK3CA FI TEK 43 (1) VM 5 X 7] L3265 T %
SRR T o FHARGR) 5 1 78 2 B ] (i 259K 32 1~
5 ng/mL) A Bl T3k S 1) TR D ik s ig AT
I AR B A , AR A AL P VS A XU, O A2
PE% 5EE] 1.0~1.6 mg/(m’- D)IRITIEE AR
FURFERIA BTt o BEAE W 5 b i kb As /g
B PRI ARG B T v o M P 2 B ]
M AR BETE 5~13 ng/mL KV, Hi35 BOAS B SOWA H
JEE TR TSR v S AT R0 P 200 2> , 47 T
AN
2.1.4  Fh# Bk (arteriovenous malformations, AVM)

AVMJE— RS RPE LGS , M L5 TR T
AL P A 1 2 RN | bk o3, (B AR 3K  A J8L o3
Z IR = TR B AE R T T Sk i B
Vo W WA I PR 2 BN 1M B & A B AT P
ZUIRERE AT ECRR . TRV R B AR YT A sl i
ik A 1) 1 35T [l AT 5 v, 9 2 A 4 7R
4 0.6~3.5 mg/m’, L2454 K 5~10 ng/mL. 3 Fil4R45
TCR, 4 4 4t 78 23 A7 R O AL I A AR B >259% , <
90%) o, FTATIEJLES L T AN RO, fe e DL 2 H
iz . SMARE , 19 S E] A EE AVM AR
BHAHBRWITR SR I AR 22 R |, T 2
FER R AR A2
2.2 RRAHRRE WY

FE SCATE TARAE R R B0 2 A8 2 4 DL kA
i JE . CM+LM+ VM ( capillary - lymphatic - venous
malformation, CLVM)J&—2RAEH B 2= IKE 54, H
HIJCARUIE)T FBL. 20154F, Viahovie &R T
— s LN I VG 2 5L R IR YT L A% CLVM 1Y 8 il 4
B, BHE9NHB, HH2WrA Klippel-Trenaunay 275
fiEo FEHIPY 2 5L RSP AYELGT RN 0.1 mg/(kg-d),
H 2 %, HARHE N 5~15 ng/mL. P42 5 E1AYT

2440 A BOIUEERR G R AF KR B R AT, S5
FIRARIEH , CLVM B 4555 . X AR BN F 230
ST ICER I B K T A2, W 09 % SR e X
— S — DAY

23 BREETGAIF AR T

2.3.1 Klippel-Trenaunay %&£ (KTS)

KTS S5 W19 A 38 Sy B Tk =6 48 1 4 W T (o 2 19
%) B RERA 2U0d BE A LSRR L ey
TE B = BRAIE o 7 4 T € 38 AR e ik ot ok 20 591 E 98%
F729% 95 191 HH B, TR A SURN I B A R N A
94% 1 5t B, KTS J2 Hh AR 21 il PIK3CA 28748
1A, S P13K/AKT/mTOR 3 % 14 53 0% | I
T PIK3CA AHOCHY i B A= 4 3% (PIK3CA-related over-
growth spectrum, PROS) . 1] KTS &L, H ik 7§ %
] 0.8 mg/(m®+ W), B H 2R . BiflJe 55 &=, LA
A4 10 ng/mL () BFR25Y)W BE . 1097 5 B LM
WU, D- R KOPEIR B IE S I Bk B G HE i B gy
)RR U
2.3.2  Bannayan-Riley-Ruvacalba 4% 4-4E(BRRS)

BRRS J& T B2 5 i 5 7k 71 25 11 [R] 54 (phos-
phatase and tensin homologue , PTEN ) 5 #4988 25 S 1iE
VIR IIE R BB SRV S 50 f 2548
BEAARHE o I R I ARG R, PR A2
ZIRTTBIIfE TS . 60%1% BRRS Hi# PTEN %£ 4
FETEGAS | #d 50% (1) PTEN 2875 .3 1 BTk A S
# o PTEN J& PDK1/AKT/mTOR 38 B B 3 4 751 , 58
7 5 B0 AN AZ AR AR L DT 5 8 R P O
Jigga i A o P B ] mTOR #HI5) , REAE R4
PR %8 Rl . 1616 % B9 BRRS L, 5%
PO SR B YT e S RE ek 3 KR A% . IRIT TR
G E 0.8 mg/m?, B H 2 UK, L &2 LA F|
5~15 ng/mL i HARKE . 7 k2R, AR
SN, A T 9 R v E T e e
2.3.3 CLAPO % 4&-4E

CLAPO Z5 A5 1E CF B B AL AT W , S 3030 ik
EL R T, B AS X6 R R 3 Bl 4 B ok 3 A K ) 7
2008 P A A . TR B AN BTIE (CM) £ 7E
T 100% 899 191, J&=12 Wi CLAPO isf—A~JF % 8122 ()
Il RARAE . BT, ¥ T BRI RS . 1™
T B2 CLAPO 25 E)5 , t B2 R LR MR
g Bl 22 B L LR PEAL , 1R VY 2 5w [
0.8 mg/(m’+d), WEil i 25 : 9.1 ng/mL ], IF-H R
DB W o L5 3] 50 18 50 bk L Wy TR 190 AR R B J
N T T T 7B 4 LS W TR (R T R R N AT B AR
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o FEVUR STRFFEEAT I 1670 H N, BFE R H B
RN RN T AR BE N, ff LM TR
I A RTRE

3 EHMRSEHBRERE

2 YERR i kA4S 5% (fibro adipose vascular anom-
aly, FAVA) , WKL BUW , LANLIRZF 4 i i L i
Jok A7 5k AR AR 2R 4 i RRAE L 7E 2014 AR B IR
IR o B UL RIS ERAL SR/ NR HTRE RO, FR
T ieg v R 8 LA S 8 M AR M A KT =
FARYVIER A 73 WOXERY o FR AL 3R 97 8 =X ok 2t
o 2ME IV E B ERAYY FAVA IS GIHIGE IRYT
], PE 2 BN 1 mg[0.8 mg/(m*+ 12 h) |, 259
AU BETE 2~8 ng/mL MBI N5 o BLREIR B 2
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