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IE AT v, RFREHRIC. BENICELE
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Bz, FiRiEIToT B (K11, &fim &
10cc L FTH o7, MERNICITAR S ENIZ




ROEBRVHERIND) B EROBIED 2~3
REfR 2 2 IL, 3 CICER ORI RIS HE U
TWLZLPHRTE D, ZDHIETM -
K5 @ diffuse neurofibroma T, JEEWN M &
D % < BN # Ik E L T sinusoudal
vasodilatation @ FEE R ME TidLn Xk
D IRIEBNZ BN T HRITH D, X 12 @ diffuse
neurofibroma D X 972, FifEPE T sinusoidal
vasodilatation O /& & 72 & ML & 2 Fedi L T
Wb L9 fcﬁfﬁJ . K/f%)ﬁﬁb‘ ALY,

10 : ZERWNETE : a—>b; FBIEERE F 0
B TOMBIET %277,
c—d ; BIREROK T 257,

9 : 15 5% 2 NF1 @ diffuse neurofibroma
—EBIIEETCBOIL TS (BlE
%), LLEIMLEE CRY) %5 1) 72 B,
1500cc @ H 23 & - 7=

X 11 : X 9 EFOT%, HImEIX 10cc AT
Tholr, AR L HERN L
53D,

7 ) nodular plexiform neurofibroma (27
% i

%35 1% nodular plexiform neurofibroma RIN—TNFEEL, 20X T N—TFD
WZ2oWT, ZLOMEREEHL X, &  RTE, ZOFEOHWEIZEEREZ LTk
T D DEHRIZON TR TR E 20, CENRBEELY, LWOIHDTHD, DX
FHIZAETCZHDICE LT, ¥HEET, /b INCEEZ BB, 200 - EBREMEICD
SVWOLEBRLTHFETLIRFHMAHETDLD LXORAVIRIZEET HIHRELA LIZIRN,
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Reference Type of stud) Laser Treatment settings Trestments, Treatment Intervals Observation Patients,n Skin Location Results Adverse events Comments
VP Y 19! n period 2 photoype
30 No lesional recurrence
Controlled before- up to 1 year after 100% of patients had complete  Transient were observed 1 yr
Alster 1995 and-after trial PDOL 510 nm, 2.0-4.0 J/em2  Average 8.4 6-8 weeks freatment §34CALMS Ln Face 20, neck 2, trunk 7 ,EXT & elimination of CALMs hyperpigmentation following the final
treatment
Mild, transient erythema,
At lower fluences, 57% of ! . L
) . hypo-/hyper pigmentaion A few cases responded
. g 532 nm, 2-mm spot, 10 1 and 3 months N . patients had 0-25% . .
Kilmer etal.1994 RCT QS Nd:YAG ns, 2-5 Jiem2 1 NA after treatment Not listed Not listed improvement of CALMs, and ;r;dn::;(t;ﬁ cur:e;ngtie: (oi;t g;’\l:/]erg:nf;zl:rl]geat the
14% had >75% improvement ) Purpura, pinp! 9
bleeding.
532 nm, 3-mm spot, 5~7- 20% of patients had 76-100% Post-inEmmatory
Controlled before- ns pulse, 3 months after . im- provement of CALMs o o .
l. " : . .
Suh et al. 2001 and-after trial QS Nd:YAG 1.1-4.4 Jem2 Average 2.4 3 months treatment 5 I, v Not listed 80% of patients had 0-25% !engerplgtrir;enr;tahon in Little response
improvement P
QSRL: 694 nm, 5-mm
beam, 28-ns pulse, . : :
QSRL average 9.6 J/cm2 Not listed %i’tk/’i;giznegga;igii:; n/(i)lus) :\r‘g;zzn":am during
(CALM) and 9.0 Jicm2 5 CALMs, o P
(nevus spilus) 1
Tse etal, 1994 Co(;itr%llec: pelfore- NA 4 weeks after nevus spi- Not listed Both lgsers were equally
and-after tria QS Nd:YAG: 532 nm, 3- treatment lus QS Nd:YAG: mean clearance effective
mm beam, 10- to 20-ns 30% (CALM) and 60% (nevus No scar. Post treatment
QS Nd:YAG pulse, average 2.8 Jicm2 Not listed spilus) ain !
(CALM) and 2.0 Jlem2 pain.
(nevus spi- lus)
QSRL: 694 nm, 4- to 6.5-
mm spot, 2 months after
5-10 Jlem2 treatment Face 2 100% of patients had 90-100% Partial hyperpigmentation,
Grevelink et Controlled ?efore— QSRL + QS Nd:YAG Qs Nd:‘fAG: (4 patients) 15 2 months (2-3 year follow- & Not listed Trunk 3 improvement of nevus spilus hypoprtmentanon‘and QSRL > QS Nd:YAG
al. 1997 and-after trial 532 nm: 3-mm spot, 3.4- up period for EXT 1 slight recurrence in one
5.7 Jlcm2, 1,064 nm: 3- soprze atients) case
mm spot, 7.8 Jicm2 P
42.4% of recurrence when
NMRL was used, as compared There was a lower risk of
(2:(;];: HH, Kono T, Preliminary data  QSRL, NMRL QSRL, NMRL 1 NA 3;;;);21:taﬁer 33 Not listed Not listed to 81.8% recurrence in those recurrence when the
who were treated with QS Ruby NMRL was used
laser
7.1% of patients had 96-100%  Laser resistant
clearance of nevus spilus and  repigmentation
CALMs appeared after 1 year of Therapeutic outcomes did
Retrospective right- 755 nm, 4-mm spot, 50-ns 25.0% of patients had 51-75%  age, not correlate with the
. N pulse, 4-5 Jicm2 3 months after clearance spilus and CALMs was treated after 5 years number of treatments.
Kagami et al. 2007 ‘::J; omparison QSAL 21 23 months treatment 28 R Face 18, except face 10 14.3% of patients had 26-50%  of age, was located on the QSAL was less effective
4 clearance spilus and CALMs face, because of significant
46.4% of patients had 0-25%  was oval with a smooth  recurrences.
clearance spilus and CALMs border, and the patient
was male
QS Nd:YAG (low fluence 1064 nm, 7-mm spot,, 2.6 12 weeks after 74.4% of the lesions showed a  15.4% of patients Low fluence 1064-nm QS
Kim HR et al. 2015 RCT 1064-nm vs conventional to 3.0 J/cm2,10 Hz, 3 6 2 weeks 32 Not listed Face 18, Neck 8, Arm 6, Leg 9  clinical response with clearance experienced adverse Nd:YAG > 532 nm

532-nm)

pass

treatment

PDL = pulsed dye laser; Er:-YAG = erbium yttrium aluminum garnet; QS Nd:YAG = Q-switched neodymium-doped yttrium aluminum garnet; QSRL = Q-switched ruby laser; QSAL = Q- switched alexandrite laser.

of >50.0% (low fluence 1064-nm)events

conventional QS Nd:YAG
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