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Kaposi's Sarcoma after Renal Transplantation
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Purpose: Although renal transplantation is the most effective
treatment for end stage renal disease {ESRD), the incidence
of malignant tumors due to long-term immunosuppression
has been increasing. We experienced 9 cases of Kaposi's
sarcoma (KS) after renal transplantation in our institution out
of 2250 renal transplant recipients. KS is a rare mesen-
chymal tumor involving blood and lymphatic vessels. The
oncogenesis by human herpesvirus 8 (HHV8) represent im-
portant condition for this tumor to develop. Methods: Clin-
icopathologic features, treatment resuits, and prognosis of
the 9 patients diagnosed with KS after renal transplantation
were analyzed retrospectively. Results: There were 6 male
and 3 female patients. The mean age was 41.1 years. The
average period until diagnosis of KS after renal transplan-
tation was 60 months (range: 6 months ~8 years). Clinical
features were variable, but mostly presenting several red-
purple papular and nodular tumors. Lesions were found in
the lower extremities in 6 patients. Three patients presented
with palpable lymph nodes in the neck and inguinal area
without any skin lesions. Computed tomography showed
diffusely enlarged showed an aggressive course. lymph-
nodes. Systemic involvement was found in 2 patients.
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Diagnosis was confirmed by histopathologic studies. Immun-
ohistochemical stains for HHV8 were positive in all patients.
Five patients showed regression of lesions after drastic
reduction of immunosuppression, local resection and/or radi-
otherapy. But other 4 patients resistant to therapy Con-
clusion: KS is a rare tumor and appears to be caused
primarily by HHV8 in Korea as well. Reduction or cessation
of immunosuppression potentially improves symptoms, but it
also increases the risk of chronic graft rejection or graft
failure. A large-scale study, accumulating data from trans-
plantation cases in Korea, to understand the relationship
between the various types of immunosuppression and KS,
and fo set guidelines for freatment appears to be necessary
in the future. (J Korean Soc Transplant 2003;17:166-170)
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HHV8e] wof =233t o442 NovocastraAl 2] (Benton,
Newcastle, UK) S+Z 28491 NCL-HHVS-LNAE A-g3}o]
o} 3} 7ol Alashalch shebal 228 4m A2 A}
o] poly-L-lysineo. & Hel¥ frel&dlo|l 9o 22 & ¥
#slo] 60°CollA 2417+ A=A A dstetA Ae3E
A7 3 3% FAFLgl 1087 AR R ste] WA 3t
A 42 ARGt 0.1 M Tris-HCI buffer (pH 9.0)0l]
T 3 FaghulollA 2087 AEleka A2ellA A3 ¥
ol Atd sl ol o 2 AHelgli |1 5022 3] 447 Human
herpesvirus 8¢] latent nuclear antigen-1oll t¥t Y} &
AgollA st Bk ke AZ e A gF Ao g AH
s} 3,3-diaminobenzidine tetrahydrochloride g4 2 5%
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2,250¢]| 2] Al#bol 4} #ha} F Kaposi 528 gk gh
At 9o g HH B2 0.4%0| et Kaposi §F A5 A
HFlolE 4114120~ 644 2, 20u]7} 27, 307} 2
o, 40th7} 2%, 50tl7} 29, 60t} 1ol x, W vle
218 ¥} 69, o A7) 3 e|gict. o)A F FFef Rt
A 717k-8 A 0AH(H S 6~94M D)ol ek R tA]
AgZol Mg Al Aol FR AT AHZolE 24
B & g Hlo] 6all, AlelEFz AEE, QJFI, LdH EolE 34
Wgawo] 20, }a Rl F A, ZHEo|E, vlo] i Ee
ol E 34 W& awo] 1oich. Kaposi &% ZIgk Ao o] 4
Ao FA ARnuEgo] Y ol 4dlgl o, 40 BF &
HlZol= et g A3, o] FollA] 1o|o|l A& ATG
(antithymocyte globulin}& A}-83}9{v}(Table 1).

Table 1. Patients characteristics, treatment, outcome

Immunosu- KS onset Systemic
Patient Sex/age . (months after  Location Y Treatment and Outcome
ppressive agent . involvement
transplantation)
1. Ju M/42 C,P A 4 yrs Lt. thigh Dose |, RT Persistence
Rt2™, 3 toe Dose | ,RT Resolution
Lung, GI tract , .
2. Heo M/53 C, P 5 yms Rtleg, Lt.foot, RT, Exclsion, Aggravation
(melena) .
am Holmium (Death)
Cervical LN, D ion,
3 Ko M/20 C. P, PP 6 m Neck ervical L ose | o Aggravation
Lung (Graft rejection) H/D
4. Kim My64 C, P, A, PP 6 m Rt.3™, 4" 10e Dose | , RT Resolution
Stop (Graft
5.Han M54 C, P 8 yrs Both sole op (Gra Stable
rejection)
6. Kim F/38 C, P 3 yrs Rt. leg Dse |, excision Resolution
Cervical, Dose | Aggravation
7. Ki Ff41 C, P 8 Neck . Lo
m / m e« Inguinal LN (Graft rejection) CAPD
. FK, P, Cervical, Dose |, Aggravation
. K F/31 i Neck
8. Kim 3 MMF, PP, ATG ' e Inguinal LN (Graft rejection)  (Death)
C, P, PP
R 27 R 7 Both 1
9. Nam M/ FK, MMF yrs oth leg Dose |, RT Stable state

*C = Cyclosporin; P = Prednisolone; A = Azathioprine; PP = Methylprednisolone pulse therapy; FK = FK506; MMF = Mycophenolate
mofetil; ATG = antithymocyte globulin; LN = Lymph node; RT = Radiotherapy; HD = Hemodialysis; CAPD = Continous ambulatory

peritoneal dialysis.
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Fig. 1. Multiple red-purple papules on the leg.
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I o A =AE Kappsi §F0] Aol 2 Holete
A& AAH F2ul(9-11) H T Kaposi 59 2204 &
o]t DNA A o] whA=]ch(12) |74 452 Kaposi
%3 BH5 DNAA Qo] WA= o]# 3t DNAS
PCRA A& FAZE Adol EAlste Heo] ¢A =AUz
o]2| 3t DNAA A& 7}A] utolH ~E FEslo] Kaposi sar-
coma-associated herpesvirus (KSHV)Z "™ &lA] ®glem
HHV8o| 74 7heAd @ 9 utoli2z dai4 Q)
th.(13) &4, o]21dk HHV8L HIVZAR I} 4agle] A9 &
£ ¥el9 Kaposi &Foll4 WA =ul|(14) 53] viral la-
tency-associated nuclear antigen-1 (VLANA-1)el] 9}A]8 Ho|
£ WI AL Kaposi § 5ol BASIE B34 2] 4
Z2 up A "ch(15) HHV8S $4 FARELR olv] 4H
A AEAG FEFAAL AR F2E 7HA I QlofA o]
ol AAAY MEF7| 24, AE N A5AE 58 37
go gy T4 Al HAY Aoz AYzhdEche) B A
TollA = HHV8ell W3t w22 3fetod g B A&
vtehjo] HHV8o] Kaposi &% WHoll So|H o Hogt
o= A AR (17,18) HHVSS] ZHd7d 2+ obF oA
3] 93] A A ekokAIk v Foll A= EA 7S] FAolTL F4
8 A EE A7k (¢9) 3 dopZelgte] obFell A AIDS
7} wkA4817] Hell Kaposi &Fo] AR H2 g Hop A
HFo] obd v AZ, ol & Eol 72 54 7154l
AAE 3 dek(19)

A7) o] 4] a}ell A Kaposi §%-2| WAYEL vhE AR
ot 500 BE gon FF A7) oA & 16.5/0Y Fel
Aghch20) 9HG = wE AYAFFE HY 7 Ao o
N HAdA N 5E FHE F 2] LA SR H e
7Hgolv 558 FukelA ghou el g A
A &35 75, A% T S g U 2 4
Tl e A% A 55 U FE5E Kol o
7F Aick WE- A7l Aol &4t W AVl oAl S,
A, 74 ulA, el AR W 2 i Hubstel] $12]
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Kaposi %-2] 2152 Ql4H3 Q] o] 714 F 9.8k ¥
S o] Mzt 217 Fasie] dfF, A S4F, ©
ZFA AR ol Haste =3 AZ Al 21)
Kaposi %22 Zghslwd S5 o F5 AL3ld3Ho,
A A WAB g WEA7e] Ao BE gelsloof
gt (22)

Aol 4] I ub Sl Kaposi 59 X8+ HA A48 F9
Hed A A &3] 50%E kel ofof) ub-galA] S
T g A AL Fhgheh23) ol o F4
Q] Kaposi &% gzlol| A 2] gof| HES-& Ho|n] A )
£ 71E F o} o] 4 Ae) ARubgo] Yojnd £ 9ot
A A A A E g e E A4 W] F4% )
25 o3 A AL zA X EE Agste] £ X
BEAAHE 7UE ¢ ot UR A7 S Ay 4= A
Boll & ubgslA ¢ o F£5 FX v} B AFoH %
WA WA A A AE FolALt A4 2AXF Fol] HHo]
A= AgE Hol FHou g glo] Al
REAHFY] el 2 vebd A X 8elE # ukgelA
gL o] A4l V159 32 AR Ao} ButEXEog
A 5 FA &S A0E 2ok iE 2719 Aol sl
9 A Folle 74 ol Awd &x171 19 dgla, dk s
Aol Apkat A 23wl of ko 2 A A4 e} ot 3ts] o
Adst 8217} 19 Qle] AlojA] & ub gk Kaposi §%-2
ol 7} U AE & 4 AUslch. Kaposi §Fo] HAH

& HadAAle] 7 e FA o] 2ol AIDS d#HY
Kaposi %ol #3lo] ka2 X Fsl RAo| nlg= v
b Al 2+ vincristine, vinblastine @ bleomycin 5-& ©HE
e W Foidioh2425) YA EE 73 RA A=
£ Z7}A1917) wllFol] nystatin, amphotericin B, bactrim £-2
e Folste] g Fol2F sfoldih(26)
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