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A Case of Type I Cryoglobulinemia Associated with Smoldering Myeloma
and Acutely Reactivated Chronic Hepatitis B

Hyun Je Kim, Young Hoon Hong, Han Sol Lee, Min Jung Kim

Department of Internal Medicine, Yeungnam University College of Medicine, Daegu, Korea

A 58-year-old male patient with chronic hepatitis B in-
fection and hypertension was referred for the evaluation
of a skin rash. The skin biopsy showed multiple hyaline
thrombi in small blood red blood cell ex-
travasation, and epidermal atrophy. The CBC, chemistry,

vessels,

UA, and radiological studies were unremarkable except
for elevated AST/ALT on liver function tests. The hepatitis
B virus markers were compatible with the diagnosis of
acute replicative phase chronic hepatitis B; HBeAg 86,646
cpm (count per minute), anti-HBeAb (-), HBV PCR
(Quantitative) >1.10% 10® IU/mL, and > 640,200,000 cop-
ies/mL. Rouleaux formation was seen on the peripheral
blood smears. Serum PEP/IEP demonstrated an M-spike
(27.53%) in the gamma region and abnormal bowed arcs
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in IgG, kappa light chain with Cryoglobulin (+), ANCA
(+), FANA (-), and rheumatoid factor (-) on the serological
test. The percent of plasma cells on the bone marrow biop-
sy was approximately 15%. Type I cryoglobulinemia is a
rare disease that can be associated with hematologic dis-
orders, but smoldering myeloma or/and hepatitis B has not
been reported in association with Type I cryoglobuline-
mia. Here, we report a case of Type I cryoglobulinemia
that showed multiple skin ulcers due to vascular occlusion
related to the monoclonal cryoglobulin with smoldering
myeloma and acutely reactivated chronic hepatitis B.
Key Words. Cryoglobulinemia, Chronic hepatitis B,
Smoldering myeloma
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z 3 A1 9 S ] So| Aake giglonk, Al BY 7l
s8Al dA 91 WS FhE YU Bovh WA 3 nULGL AD WS ¥ 7Gx 44T 3 gov]
HY ARE SEE B 34 glo] A sl 1% WA FUR A4 AvHs Gelgich Buk %
wl, 27] WS g% T2 Fulolur Fabde] dglon), %, Al A%, Wk, wx BE I B4 5o A ¢
Ak =7)9] S A TAle] A ANAT WAL B B2 lek AAANA GIIES o] 2L gl
R4 Bl S¥atelld B AR AARAKEH 1. don, TESS AT, 4o B glel FHHol
27 A4 Shbgel felAe Gde] AGus g ok glow], By A4 Ao gl BAl 59
& glglov], 9Rs] AT 4% 2 E9 AFL Aol gt
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zAs17] Slel g/dL, &I+ 192 KL (EQASZTT 504%, HZT
A& o7 APstgon, o Aow k= sz AE 29.9%, SHUL 89%, SATF 6.2%), AST 82 U/L, ALT 80
9] 75 A"l #4E Fuksldch Fodolu 552 U/L, ALP 195 U/L, LDH 461 U/L, ¥4 Fch3 698 g/dL,

Figure 1. Multiple rice sized ery-
themas and purpuric papules were
seen on the both lower extremities.

Figure 2. Skin biopsy shows (A)
hyaline thrombi in venules (<400,
H & E stain), and (B) extravasation
of RBC and epidermal atrophy
(%200, H & E stain).
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g -Hul 406 g/dL, CPK 68 UL, dH A4 1627
mg/dL, Z&lo}Eld 0.74 mg/dL, ASO 10 IU/mL, C-HH-g-5F
M 0.29 mg/dL, FEFX7AEE 2 mmH, 84 2 9.2
mg/dL, &% QA 43 mg/dL A#HEZ By £ HAAL
chluh F o] A7 gldch AR 7] AASE &
A7) el AAIRE A3 A= Z ol el nf
ol#f ol W3t A AFE BEAEHUT 8,313 cpm
(Count per minute), B 7+3 F 84 (-), B 7o ) A 8)A)|
IgG(+), B 7+dedt] 86,646 cpm, B 7+ed}A|(-), HBV
PCR (A% >1.10x10° TU/mL, >640,200,000 Copies/mL,
Io}efobta 541 ng/mL, anti-HCV(-) 22 7+ BY 7
ol FA FA7Ie Fgeidch A 9l W] FHAelA
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Cryoglobulin (+), ANCA (+), C3 70.1 mg/dL (90~ 180), C4
2 mg/dL (10~40), ds-DNA IgG 26.9 IU/mL (<25), Anti-Ro
) 59 o4 A% Agie} FulelzdA 6 UmL
(<15), VDRLAAH(-), &+34g+A(-), Anti-Smith Ab(-), Anti-
La(-), B2-microglobulin 2.63 mg/dL, Anti-mycoplasma Ab
(-), Streptococcus pneumoniae Ag(-), ZL2|3L Legionella Ag
(O o2 Agelieh. Bx G £ Aol AL HAT,
497 Bane) So} Gl Aaolglont iR 4y
7 $#H(Rouleaux formation) 4=71-8 E.¥c}.
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Fid Ka, ~ - ' Figure 3. (A) A protein electro-

i{ ’ ' phoresis shows an M-spike. (B)
v & Serum IEP pattern shows moderate
[ Ry I»M . . .
b ¢ increase of gamma globulin area in
I : polyvalent antiserum, and abnormal
. ™ ? bowed arcs in IgG, kappa light
- F ——— h . .

chain monovalent antisera.

Figure 4. Bone marrow biopsy
shows a mixture of myeloid cells,
erythroid cells, hematopoietic cell,
and increased plasma cells (A;
%400, H & E satin, B; x400, VS3-
8C stain for plasma cell).
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Figure 5. After 2 months of trea-
tment, even though the skin pigme-
ntation remained there developed
no new lesion.

T+ A (1gG 1,604.6 mg/dL, IgA 374.6 mg/dL, 12|31 AYsle 221 o2 FEIIE AR, Aty d3E

IgM 34.9 mg/dL)°] 3, & 48 ka2 9990 mg/Y, 4 HodF2E)| vlel [ I 283 o2 ek (). I3
W bl A7) od 5 A vl 5ol Xl ERlanks Hol ALFEEAYTY s r Sl 4284 1Y
th S7h L EFEA AvlEE e 94 WA s 44t 259 Ao g FE |gMY o] WL, IgG, IgA =& H
2 1gG, kappa 443 A= & & F Uk (29 3B). ©F AP = ek 1T MY AXFZEAIFTLS £33
AFEA A EEAHSTS Hrtshr] S8 = F4- 2, 18 tZFE4 1gGoll i BFEA Fulel 2zt
AR AA = 60%2] AIE FAE A AE7} 15% 3 (B IgM3, =57 1gGE, AR)E, A =24
52 F7tEe] Jddch@d 4). WA AellA FAE, IgGell gk t+E34 Fvtel=AAE 2= & 7lelv]
=0k, A 3E o] Z8e4 W Kol ok J4 u, o]5o] RE ALFEEILZTO] 80%E XAl
A4 A B 7HdT obgA EEollA] WA Al 13 12 454 daed Buk okl dte] Sl ANE
ALZE2Ed 5o kst ok A7)e 75 & THksl APH o7 kA F4%, Waldenstrom 7t
o7} glo] Z|Foflnt T3k HelE 2 S2Ql W A AA| 2EHYES wA fl =74 g 53 22 (I ZFAA
Ao} Bzl glo], hydroxychloroquine 400 mg/d<}k A3l3}t ATE o] Qo) IPI MELS F& v g=4 A
AN F4 7kdell izl guto]#] 22 A)#]] Clevudine gl dk=|o] ubAsl=dl, 53] B, C¥ 743 vlolglAE
30 mg/Y= Folstel 2MY X8 &, 5 JAHL ol E3F3E whA wpol 27ked; el v, U, Q4 ob+F
ARA R A Zg- WL o (2™ 5), 4 AAE W A AT Al 2 Al 7 A Y 20wl =A1
T 5,860/ «L, B4 14.7 g/dL, 4= 158 K/ 1L, AST TFZEI} e AT ol ELIAEE, £5ZF, welelo},
36 UL, ALT 25 UL, 84 2|34l 1.63, 94 & oA FEESS, Aot e ARSI 2L S VA 2
7.62 g/dL, B ¥l 438 g/dL, ALP 146 U/L, LDH 566 od& Z3sl 7ed A Aslo|u} HAZTHLEFE A Folel~
U/L, HBV PCR (B ) 1.16x10° TU/mL, 6,740 Copies/mLZ BA, &gl FFT, ARFo| =, AAA g5
IAE A27AE Bk 3= E3ed, 7hed wholE 2 F4 o, Au| A A cpE B¢, Churg-Strauss 37, 7 A E
2 oty YAANEAG o F Ryl sl A B = T, FAAASTIT, 34 = SAAFAANA 59
AE A Ao s FA I Folrt AeA Azt AfEo] gk 2. AXFEEREZT kA
9] 67~100%NA A543 W 7, Ay wsket A
| & 8 59 g $4E &=, 954 Y A,
AL 2EAEFT L A237°0) olstoll A= A=Y 4 Ak, 84 719 9 A 2 10, mFel vl 134
A Aol A 3 HE = 7 H AR Qg Agte o &3] vephdl olEgt 3| Wulo] s E3] WAyl
2, AA S 2F 1:100,0000] 7], of Aol 4] 2] ulAYu] = A& slAo]a, 1 thg- AAoltt. o] & W] H
E7F A 9] 3ufjeo]w], 40tiel]l AY HIHsLA BEAgeL. 7] |27 472 P3| dFo] FH A7e AlRdelA] v

A el wpe} AUS & 5 fle e, 71A Aol A4 #Feld o] AF AR 3).
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HE RY & E = 010.] o] =59} 7|39 Aol uleg}
A v 2H|Ro|EA gAgdA] GARASASTEZE cyclo-
phosphamide, azathioprine, chlorambucil, interferon®} 72
wod A A, A asle Fdulo| A AA|, LI ritux-
imab o2 24 & 5 glov}, T8 X F& 7] Azl
W =Aol 26,

JH 3zl o} FA Z5Eol| i 6NLDulot B C3,
A, Frlel L AL 18] Cryocritg E3H3F 3 9
G718 Astel, AAAE Aol diall X 58
Qo) 7|HA o7 HIH B QA 2
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