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Abstract

B-cell cutaneous lymphoid hyperplasia: report of two cases and histopathologic
differentiation of cutaneous B-cell lymphoma

Ga-In Han', Jae-Wang Kim?*
'Jeju National University School of Medicine,

*Department of Dermatology, Jeju National University School of Medicine, Jeju, Korea

B—cell cutaneous lymphoid hyperplasia (B—cell pseudolymphoma) represents a heterogeneous group of benign reactive
lymphoproliferative diseases caused by polyclonal B—cell rich lymphocytic infiltrates, simulating the appearance of a
cutaneous B-cell lymphopma clinically and/or histologically. A histopathologic differentiation of cutaneous lymphoid
hyperplasia with follicular growth pattern from follicle center cell lymphoma is important. However, the differentiation
between cutaneous lymphoid hyperplasia and cutaneous lymphoma is somewhat difficult and close long—term follow—up
may be necessary. Herein, we present two cases of B—cell cutaneous lymphoid hyperplasia with a clinico—pathologic
review of the literature. (J Med Life Sci 2016;:6(1):67-74)
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B-CLH (B—cell lymphoid hyperplasia)= tF=-Z(polyclonal) B- < 7rEsty] flall A717ke] FRaEe] Had 4= ot AxE
A2z} F58HA Zasto] o 9 ejstdor B-Aazn] Ry 2 594 A3}t 344 o/4doll WS B-CLH 28|€ &5t &
Z3F(cutaneous B—cell lymphoma)ys W W84 HEZFAASS A 0z} g7 HAalshe Hholt,

A8, WA= B-AEARHEZZE(B-cell pseudolymphoma
of Spiegler—Fendt), I]%% X% (lymphocytoma cutis), 3|5 = g1
I 2 A8 A (cutaneous lymphoplasia), AT Y=
(lymphadenosis benigna cutis), Jessner W HZIL2& 5041 HAdo] 571 ARE 0EZE ko WAysh Ak A4
(Jessner's lymphocytic infiltration of the skin) 528 &= 2 Ygstdch HEE 25 x 2 em 2719 AAZF Bk §
o, CLH® 8ol HZFAASN AHEA 714 oA Zl=lglen, sa2a, #Ho| mjinae WY & Zdoldnt
¢l Aol AeuEm, 3 Sl Aol G TRHEES (Fig. 1. =2 4, HHEH, 4 59 48 A= gdckae
o] EAFtIaL & 4= Qo B-CLHY| tiFE2 4 A% oFy sit}, ofsle, & Atgl, Atugl 59 YxEe whA 2] ook
(follicular growth pattern)s HO|BZE AXEFTAIN|EHIZE o FAR AFEHISEGElA dxdoy JY o2 ¢l
(follicle center cell lymphoma)¥}8] ZZ|&k4 7HdHo| 714k £Q Qo L& W 5 FH o Zo| WL IEE|R] oFofr)
S Qs Alget oy 22 AelA Fa) 32 gl 9]
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9o Ymaold B Yrs

Z(lymphoid follicle) & %0}
Z4l(germinal center)¥} -2 Ao ZA YZAH Yole 4AF
Yl 22 3RV AES BAIE TFEAAIE A2
(tingible—body macrophage), 3Ho| &AL} Z 7| (cleaved)
FATE Y (centrocyte—like) HEE, I3 Ef2A5tH Auiskal
ZANAA o = weF A £33 1 HAaAE T S
A3 (centroblast) H WA Z(immunoblast) =Y HZ7}
WEEATHFig, 2C). WA S A= Za AIPE2] 50%
ool CD20°| ¥uHe& HALH(Fig. 2D), UF AliE=
CD3, CD45RO°| Fd& vepWict. BCL-2, BCL-6, CD30 (Ki-
1), CD56% &40]9lon, Ki-679= 5% v|gtoA] et
Ueber ol £do® B-CLH= 11%6} % Ao

7

% 830 AA triamcinolone (5mg/cc) FEFHOZ HE|YFAL
(intralesional injection)& AldYste] HWE+= TH E]?i ), A&
3 1do] Aukst AR AP AFL Holz] oFar Q)

Figure 1. Solitary well-delimited, elevated, rounded,
smooth—surfaced, erythematous nodule on his right
cheek (case 1).

Figure 2. (A) Low-magnification view of cohesive

intradermal nodular infiltrates simulating reactive lymphoid
tissues in the reticular dermis (case 1) (H & E, X50).

Figure 2. (B) Mixed cellular infiltrates composed of small
lymphocytes, histiocytes, large lymphoid cells, eosinophils,
neutrophils & plasma cells in the dermis (case 1) H & E, X100).

Figure 1. (C) Heterogeneous infiltrates by lymphocytes,
histiocytes, medium-—sized cleaved centrocytes—like lymphoid
cells and non—cleaved centroblast-like cells with large pale—
staining vesicular nuclei & prominent nucleoli within the
Iymphoid follicles (case 1) (H & E, X200).

Figure 2. (D) Proliferation of lymphoid cells showing the
immunohistochemical positivity to CD20 (case 1) (X100).
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344] ogo] 64 ARE A% ool WAy PEAe] A
2 Wlsielck, HEE A7 etekn $718 8 x 15 cm 2
719 ebIge] FubY Ae AW Evol 9O BA7t B4
of QleithFie. 3. P Welol o4, WeABY, 24 BE Feo
FE QAL AGIAAL GTh ol S FRE B8R
AU glolch olE, B, ASy, 43y Fo YmEe 24
97 gpeleh, B, 7k 2 20 AREUERGLCId g
A FAoI Wi A7) We 24 glglch AR Sla) Al

ot TR 221G Aol A )= 9] HrhztSHhyperkeratosis),
S A SHparakeratosis), 7FAA|ES(acanthosisyE EH5F.0 1,
flote Tl wsiAgSells A st 5—‘?:_]'53 2Hn
of Qo] WHEYon o] Lo FEHL
=
311

¢

S0 ASSHtHEIg. 4A). AT Adlol] AA 4§ Pz 2

A

T, HEFEGAE, S, SARE FEAE Fo] EAYF
AchFig. 4B). HZAE Yoll= 48 Y el 22| o]2of
AFESE Haang 27)7F & FARAERSF Y Fo] W
= 9thFig. 4C). WezAslebEAl = & M2 50% ©l
o] CD20° ¥ -2 YERSITHFig. 4D). BCL-2, BCL-6,
CD30, CD56 52 gAJo|glen, Ki-670l 5% u|qtollAqt oA
S HYr} 1%94 AAOE B-CLHZ Adslal, 43 4oz
2 103]9)] AA triamcinolone (10mg/cc) ﬂ‘%o—ﬂ_‘li HE W3
ARE AlEE A3t HEE AEEeH, AR TR F 1do] F

ut

RRE AANZEA] AP A] At Sl

Figure 3. Solitary elevated, elliptical, erythematous
infiltrative nodule bearing superficial crusts on her left

shoulder (case 2).

7697

Figure 4. (A) Low-magnification view of intradermal
nodular infiltrates forming lymphoid follicles & germinal
centers (case 2) (H & E, X50).

Figure 4. (B) Cellular infiltrates composed of small
lymphocytes, histiocytes, large lymphoid cells, eosinophils,
neutrophils & plasma cells in the dermis (case 2) (H & E,
X100).

Figure 4. (C) High-magnification view of dermal infiltrates

composed of lymphocytes, histiocytes, medium-sized
centrocytes—like cells & larger centroblast-like cells in the
lymphoid follicles of the subcutaneous fat (case 2) (H &
E, X200).
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Figure 4. (D) Proliferation of lymphoid cells with the
immunohistochemical positivity to CD20 (case 2) (X 100).

WL

. o=
v F o= ZE2X4(clonal) CLHE= 7t
edl 249 24 WEHIE AESt
HEFor Ak 5 e TAAQ AHE QJulghk e, dnk
°F CLHZ §ol= Ztk & 59 ot 74l HHel 247 §le
75l A8t

CLHE & AlZzo] %¥ gl wlet B-CLH®} T-CLHZE &
sht ¥ e Kol T-CLHSR= E@] B-CLH7} Hii2olal
AFZo|HnE CLHE BAZCRE B-CLHE AAgy, 2 ¢l
Aol wheba] RS AP Al Zgo] 2d FHeR s

B-CLHOl= 5% 3R Z3%, Borrelia 547, &4
o R YIEaE, 2l & FE gREagE, 3 1Y 9
Mol o3t B RY2E, G238 B-CLHGO] E3HH, wuef

(band-like) o2 Hol= T-CLHo= £ T-CLH, PZHn
oF oFEH(lymphomatoid drug eruption), HZFRY HZy]
HA(lymphomatoid contact dermatitis), F4A-G-AF1EZ(actinic
reticuloid), BY & ZEH L2 (lymphomatoid papulosis), T
Z2 T-CLH 5o] Z¢5 1, 24 2y 28-S Hol= T-CLHY
= AY FEFRYPIRE, FAHEA - ANEESSEL
(anticonvulsant-induced pseudolymphoma syndrome), 242
(nodular scabies), A&EZAAARsE=EHES(persistent
nodular arthropod—bite reaction), WHtAA Y ZE ok 715}
Z(acral pseudolymphomatous angiokeratoma) =©] ZgH=IT},

B-CLH:= $& 40t o]A9] Al Z7]of dHsh=r] B+
B2 AR HUEA, SIET wielo] guf o Z ARt}
s 1:2~18308 oo wrp. ddHeRE= AA, HY
S 33 ylo] ¢laL, A7]7} 4em mIVEQD 1] 22 7o) +HF

B A gub T, B 50 282 Uehhiy Azt %
o A Be AEylow BAEYLEY SAR PHS BY 4
glom, i telgEe FUSIE Ak, of Helout
e B ROl o ), B, ofl, BF, @ Holtp, A
Aol WRIMOE QI3 Ha YEAY T A geb,

2%+ =radgolH, 28%= Wl ol sigEnt’. f3 A=t Al
A= it HEl= glo]AAvE t
o] AQum, EEXYE YoM
o7 olgialr|E ok, 2 FEle2 594 HAdQ Wt 344 o
/g9 of7fjol] WS AlElEo] Tt

B-CLHY| A2kt wrg7]de & = gloy dxsw =9
Al, A}, Borrelia burgdoferi, B. afzelii, B. garinii, ¢l
Hulolg 2 (human immunodeficiency virus), 7oAk
H A (varicella—zoster virus) 52 7Y, 2(scabies), %, HjAl
g, mold, Ms, 9REd 24, =L J5E8d, 7, 9=
(doxepin, clozapine, captopril, atenolol, verapamil, allopurinol,
dapsone, phenytoin, carbamazepine %) % €% A=At
Fof gt A&Zo]al 4A Q] HeRkgo] AT, 1
L iR e) SRE2 R A= 7]9skA] EehY, 2 FE 9
MEE AAsE =9, 9, JE B4, A 59 5 Q%
5ol §iglen, B oS S85MA % ¢t

A5t o2 B-CLH= A& Alofol|x] f-FxlT]oA] 2]
Zlm 9 $1& glsixgge] o2& iR H o)l FA7F ekt
A, WHESK(patch pattern) B2 u]9kd(diffuse pattern)e] =9
ot M9 Hgo] EHoR HNF o R ogiE MuHrh= 9% X
ol & MEZF et ‘top-heavy FAH(T5%)S HITH,
RZ RlElof| AA 4= ko g v Fgo] Uetb=t] T84
W5 oFiETA] AR A= F9] EEP. 23= A
Hax] foma 7o) vl2 Woll Grenz zone®| & EASH=
ol Grenz zone°] §l& &= U, J& Alxze oEA
(heterogeneity)s HQlthe= o] S AAY 1t 2719
YL Langerhans A, EZAIAEZ, CDES FA AMujA|EZ ok
ZATE, factor XII A A9 7}A] =7 A 3E(dermal  dendritic
cel), FHAE, SF E TATL ThgsE vlE2 SAsp?,
Ty AA s Al i RES 53 A Hato|ny, A
E e @ P0G uRELY] o YFEu gy °

T UREE7IE A wtsiAe et 3 HulAl
29 g £9, Aaa & 5 Aus dusde sukE
o, w2 "R FHO| B-Al2 4] B "ol JFE]
Ay oEAlS HY £ ok (pseudolymphomatous
folliculitis) ©]= B-AlZHZFA9] o2y 93 &4dah= 4
ojatn], 2ot dujAek9lof CDla 94, S100 ¥ T-H=
ZHA3} 7R =S 7| M E(T—cell associated dendritic cell)7} &4t
o9 65% ol dollAl 1T Hute] th4=o] At PExAHE(LE,
YL lymphoid follicles) X FA=4l(germinal center)<
FAgatar’, FEaAolA FAleh= AlZES /o] teksith=
oA G714 2] HHS(organized immune response)= HQl
o}, B-CLHY| tj#7] EAL HzAd PAHo=A A3 22

o)
—
2
o

r o
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Arm Yzl WO A (immunoblast), ZAA)E(centrocyte,
small follicular center lymphocyte), =41XA|3E(centroblast),
7F 2 A 232 A A E (tingible—body macrophage) S22 LAE
of thoFst Al E BRItk FAAME= N2I7 7L &AL, Al
zdo] ks, so] FQuAY B S HAoy, S4
HAZE AxZ=ar)7) A3, 5% 397 AEds 7HAH,
oh4=0] Ao} ddto] Esistal, FYEAY 2EER] ok
(non—cleaved) =L W3t v} Ef2129] SR FNLE
7RI, FAEAEZ W HYRAE7L Wo] st o5 AlE
7} g FAREEANS Ho|HA] Grenz zone©| Rt} HEkeh
ALE ‘large cell lymphocytoma 2} HEZE JLESIZ|E S,
THAaA T AN 2= FEo] ESE 3] Fofl 2EE TH7]
A 8 AREd THEAAE FAgE AlERE ot ilo] A
‘starry—sky FFOE FRET, YZaHLe FIBEA] ko,
dopadl v o 2= 49 HI ot s 9FF(mantle
zone)o| &S LAY F {FAHEY, HEZAE QoA =
St FAMHREAS Hole FAMZY AlZAEA A2
(apoptotic cel)7} &8t et W &A3E WA = e
U HEAag o]Qo] Frto|d fAREEAOIU MEAFEAL Al
7h glebs?, e Alshs doba4l 9] ol S Az} 7F
ALAZEZA A 27} WRsle] o]Fe FY(darker—staining
region)& G5k, it Zold FAAMETE Kol 2 74
(lighter—staining region)& ©]5o] 2= %AKpolarization)Z &
qioh?. "zad QoA CD21 A AXE7FAIE7]A| E(follicular
dendritic cell)7} w3t UAFIA HEZIIoP, A AL
(necrosis en massel= EEAT I F4], FE44=, HE
(stromal) 73} 7HE 55, RIARAEZE 233t 43 AT
M2 Solg T2 S35t Holrp?, HIGA: AlaEso] #T AAE
AR = kot w2 337 s|HSKspongiosis), siHZHAIE
Z(spongiotic microvesiculation), 7FA|AH|2ZF5(acanthosis) 5=
FEkt 4= Qo 2493t HradoM e tEE B-AlETE o
22 7P A& (polyclonal light chains)S A|AZEHHo] oAkt
2 kappa ¥ lambda 7FH2AREO] H|g HIEE R
(polytypic light—chain expression), PCR HAM: HIF=ZEY
FALAE AR AufE(immunoglobulin heavy chain(IgH)
gene rearrangement)®|u T—A|3Z =83 Zrol-AA}F Afu) & (T-
cell receptor gamma gene rearrangement)S EETH?Y HAZR
A ofelAAd 22 Aol T-H22L} B-A|2E7F Stk s
Hol=t| CD20 Y2 F=2 5‘?21?} X7 g QoA T,
CD20 ok/l—] }\ﬂi o 11]‘% 4 }_7\1;‘(-]34 1;(]. o 21]_ s
PR AR gut 42?—;’ B-CLHAA B-AZ7} T-A|3
(5~20%) R} Ao g2 sty F7|7F AR HEZIELS CD3
of A+ FE Holw, 277t & FEFES CD20 P& A
F Yetdt?. CD3 ¥4 T-HEEZ 719AE EXAQ
CD45RO%} ZBAE FAAFS] CD4ol w2 A4S Holu CD8
o= AN YEhTE, CD3 P4 T-HlxE Px4ady) g
I Afolof FAlekH, FEZAF QoA GUAEZR EXE1Y]
T 3. CD20 A B-AJEo|A BCL2$F CD43e 2A4do|d,

drolsAlo Al CD45RA (MT2)E= 24& veRdcH”. ¢D1o Y
BCL-6 W&l F2 WolgiAao)A] R |9 vhgAd 4
HIZS o nks ARAMZE Aol Bl Ao R TN ZER
PR, 221G giFE-S CD68Y S Ko, HA A
AES] 5~10%%t Ki-670l 7S UERATE, Bergman 5
2 CLHY ofgS zAstyog 1) 2 A Yz4He Sush

wrolS= A N £t (germinal center cell clusters)©] U= CLH,
2) BEAES P 2 WolsHAME o] Sl CLH,
3) A&l BAsE 4ol 9Jgt CLH, 4) dAs 24+ a4

£ 9 49, 5) WSolder EFE TAE W BAE
CLH 59] th7b2 728 o Qv 1o] 7H Behags)n

wash, AAEE o FASOIN B-AlETRYEETe)
de ) daBE P R4 Y BNE 43

uN'

_‘r_,./\ﬂiA _,_As] = B CLHJ x{dx%o] le/\z]
Aol 24 7ApE ¢
qom, Margeetdor YaAze] vyl vvlstil, Ki-
673} BOL-2 Wdo] folsla] ehoky] whizol wejzxstao

T M Bew A8 LTFUNE
50]1:]’(Table 1. B-AlZgZEe B-
CLHO}= fHZiX“_O_E ‘bottom—heavy FAH(65%) 224 H]H
o2 9] oLLAYSE Helsle T
I Ju) opgiZe] H&o] HESEH= ok“'% Kol AWrAQl
wop 2uskn AAE B ojg A Ao,
2]o] &A| O}OE](cellular monomorphism) 7]
o:]]ﬂ._g_o] 0451_1). ‘E]j__J_ xlo o o]-—lbuO D]U_,]J_n'_
oé‘(nerve sheath)7[A] T}Z=ctl. B
Sol 7K o o) AR HolA
Ay, B-AlZg=ZF Oﬂ*d_ HgA; GZLEL £ o]0
indian filing' & @ASHA o] FiL, whwjstA AR E P He
. B-CLH= #zZF &9 "HF7F 4 2 A (pushing
borders)& HOJA|WF B-A|EZYZFL T3l 5= ROl A& 7
Alinfiltrating borders)S ERISHCF . B-A|ZEH ZFo)| A v]AA}
A ghedol o] Bkels, Tnydlel 33 9 273)
A} EsltP. B-CLH: gZ4d 01944 Zholl A A|EAFEAL
Az} sagt bH B-Al Y 2F-2 AlZAPEAL Al27) &)
AP, Je GRS Ea TR Kok 24,
Ao A EROF FZITL9] R factor Xllla %A RZAGE, CD68
P4 2T, BAT, B 24 U 14 HRBHE SEY B

F_Yl o ol o2

AP ZE] 10~20%4%F Holsald g43slm?, B-CLHE
QEZo] L AL Hole b PZLHS A FAS)
= 97K B—*ﬂs‘—i‘“/‘ T2 QRSO AAEAY GFolR= A
< Holil, JMANAIZEAAEI}L GlojA HhgAd olgilelA
Hol= ‘starry-sky FAFol §lth. B-AlEZHZZ|4 CD21 %
4 AETIEZIAZIL Qlths A= Fas xfojdoloy, fxa
HEL 5= A confluent sheets)o &2 Holm? gro 1o

g

1 o] Fg Fo9] BT o] glojAl(non—polarized germinal
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Table 1. Comparison between B—cell cutaneous lymphoid hyperplasia (B-CLH) and cutaneous B—cell lymphoma (CBCL)

B-CLH CBCL
Architecture Symmetric Asymmetric, more dense, irregular
Infiltration Top—heavy(75%) Bottom—heavy(65%)

Cellular composition

Cellular array

Borders

CD68+ histiocytes

Factor XIII+ dendritic cells

Clusters of epithelioid histiocytes

Epithelioid granuloma & multinucleated giant cells
Eosinophils, neutrophils, plasma cells
Invasion/destruction of skin adnexa, vessels, nerve sheath, smooth muscles
Lymphoid follicles & germinal centers

Organized immune response of lymphoid follicles
Tingible—body macrophage

CD21+ dendritic cells in germinal centers

Mantle zone

Coalescence of lymphoid follicles

Polarization (polarity) of germinal centers
Extrafollicular apoptotic cells

Extrafollicular abnormal mitosis

Necrosis en masse

Blood vessels proliferation, RBC extravasation
Stromal fibrosis, stromal edema

Spongiosis, spongiotic microvesiculation, acanthosis

CD1a+S100+ T—cell associated dendritic cells (pilosebaceous units)
Light—chain expression

Immunoglobulin heavy chain gene rearrangement (PCR)

BCL-2 expression within germinal centers

CD45RAMT?2) expression in germinal center, mantle zone & marginal zone

CD10 & BCL~6 expression within germinal centers & around follicles

Ki67 index (proliferation index)

%(14:18)

Heterogeneity(polymorphous)
Separated individually
Pushing borders

+

+

+(65%)

+

+(starry—sky appearance)

+

Thickening, expansion

+

+
+(pseudolymphomatous folliculitis)
Polytypic (polyclonal)

(28%

Mainly positive within germinal
center cells

Not clustered positive cells around
follicles

5~10%

Monomorphous
Indian—filing
Infiltrating borders

+/-

10~20%

Thinning, extinction

+(confluent sheets)

Monotypic (monoclonal)
Kappa/lambda ratio »10:1 or <0.5:1
5%

+20~58%)

(follicular center cell lymphoma)

+

Clustered positive cells within/around
follicles

20~60%

(follicular center cell lymphoma)
N

(follicular center cell lymphoma)

7727



B—cell cutaneous lymphoid hyperplasia: report of two cases and histopathologic differentiation of cutaneous B-cell lymphoma

center cells) Hola AL 4 (polarity)o] AAETE, FTjo|
Al sfidst, AHIAER, 7THIAES & BEekA] k=Tt
P MYz A sl AL A= B-A|EE EAAQI CD19, CD20,
CD79a, PAX5 5ol 7FFAS Ho|H, CD10, BCL6 5 o4
A2z AR P YelollA 3 °“P°§ FdE Hol
P wrolEAl YR HA X (marginal zone) S-2 QJFZofA
CD45RA7} 7&0*&% A UepdHE, Az *ﬂia‘ zZZFoA
EXZ o7 drojEal oto|A BCL27F P EH(20~58%), 14
Ho ALk 18 FAAI] el el ((14:18) Aol
o, 75%04 HASR2EH FASAE 544 g &4
< ks, T A (monotypic) B-AE| oJgt 71 2-AREAISH
(light—chain restrictiony& XA kappa/lambda H]&©°] 10:1
olFolAY 0.5:1 oJstE UEhdTl’. Jessner ¥EHIZAHGS
B-CLHY dZxoz 71Fsi/|e sht dado] whik 3o thdby
Fo3] Aarst gy ol o v o s shitln
WekS 7 o]Fa1, B-CLHY| Hlsfl Hqo] & XdstHA das
Hol| HFx]m, HI’@%’ gty gxago] glvks Hol4 B-
CLH®} H28fjof sh= 5% srddsto s B Aol s},
Jejv B-AlZEEZEake] FhHo] 4 BolatAle Yt B-
CLHOA CD20 %A ME7) th4e] 331 23t TR K (sheet—
like) 2H& HO|H B-AZHZFOE @QIT 4= Q. o=
el FHE UF B-CLHOIA] PCR AAL A @28 T-Al|Eo]
2 A Aol EEg 2T 5 31— 9344 B-All2

T =2 s L

£ ROl 9194 o] Ui A e, B-OLHE 4

e
p

i
~
ﬂ
ofy
83
0\9
s 3o
JE
I
o 12
o
\-HJ
i
_\E
:é
EE
Iy
;
tlo
I H
e
T

HiE Qo 7¥57} £ PCR #HAAMES Algald
ﬁ, HEA, EH**EORPH]E T, HEFEYIS 5 95 2
M= 928 T-HE7 SR P& AlEY 1% vtk
i?«l S22 (clonality)o] 2HRIE|UE}t stEete o] =
o8 st = ook, T3 AN B-Al Y L (marginzal
A FAH| 22 R ¥ (centrocy te-like)
32 = Holal, &5 vielA
7Pﬂ%—*}~1ﬂ§_% Eladls %?zl J1:27F S48k, BAl 9 o)Al

AHsl= @AM A3 (lympho—epithelial) HE]7} ZA3kch
S450] AN U fZAEE Al SHlstERE B4}
Ath= JYhO &= B-CLHE eket 4= Qlop”,

Hog et o2 7Y Weladn ddE setad Y

AUES B TSl CLHA] YEZFRAAE AlFsHA v
o ghct.

CLHO| o2 549 oo A &8ss s Holr 7
S HolAY 95T PSS sk =t 19
U Nihal 572 %Al CLH #}9] 61%7F SE&2d& e
o, 2% M= FEE B-AlE v RYzFoR olghEnta Kl
SHATE Arai °2 CLHE 939 5579 ela At 2
I dRe HARB-AlEZYEZE, ot P B-Al 2 Y ZF(diffuse
large B—cell lymphoma) oIl siFE At skt GEE
ol MEA]l §15% AR v R EEe] BAS niske
2L ofUu thEEAo] gld CLHEtH: 9E24S 717 CLH

R/ rlr il
2

= 57

il rlr mlo
ru s
]
i
E
rL
)
)

7 % gEgzEo] U
AlZrol Zapste] mEEE
CLH®] AHlE 1eE
ZE 27] mEYEF Jgets AJA, Ul
AX= 2143 CLHRIAo| sl =H4dgh
IR

oS A7|Hel 2Hykto)

HAAH Ol YEIFAUTOR WRYTEY} g AEY
ek HE 7149 AelnE YAy 5 wRely 2o
S GHex] B Fush FolE T A DL T

Ao R iy,

A@BL 4 AHRO|E, triamcinolone WEWFRAL A4
tacrolimus, =+4> pimecrolimus, ¥&8H, 2 A&, =4
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