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WRaC BEOD L 3 0 gidl CRP 1041 mgfdl
Neuwrg 703 % Alb 16 gidu S 458 mygldl
Hb 14.7 gL AST 16 UL PCT 031
Plt 325 Jfub  ALT 7 U BNP 536

LDH 193 UL feritin 1685 WA
e 111 ALP BED L MMPI 572 UL
APTT w2 B Tebil 12 mgfol 3 132 manHg
PT(INR) .27 = 26 UL o4 3% mmHg
Fib 667 mgra  UN 26 mpfol CHSD 577 mmolL
Dedimer <05 CRE 052 mgfol - R
ATH 98 Ma 138 mmal/L o S0 L

K 4.6 mmalil

u| 103 mmal/L
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SRR RENE 2 SN L, #Fl, Mgk, migpT
R0 3RGYE, BERIIEENTH Y, EEEREOLE
1E% Z R LR (MBI 5 B SRE & S0 L 72, WL
LTA7ua4 F (PSLO.5mg/kg/day) & ILIEIERD T A
Y'Y ¥ (30mg/kg/day) $&5-% PG, $5-BA46# 5 HFEEE
TR, MEARGGE, BMTL L o7z, AT O A Nl
W B IR L7228, TORITEMR Z MR L T
w2 (Fig.5).
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IS MEFENTTH 5 & FEHNC, MBHEEEE, A
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TVEGFbEHE b L) HiERH LY. ZDXH%
ZEhn, FT—EHOEBEETIEIVEGFB LY
PDGF 2B A SN LKL D ), HOA R RIET 53
BeRlHHLOLHEHINGS.

F 70 U ARERFERBIBWT, TuRAY 7T
7 4 > (Prostaglandin: PG) % BI5G-AVRIEZ S LT 5 HF-
THb. BRMOEBICTPGHAR S 2177225
HOA % 34 L 72 A3 PG BA 0P G- IR X » THIRe 22
HOA D% RO 72 &L OFBIHEH D 5 °. Uppal b 1%
EVENES O A F % AR VR OR 5 HOA O 3 KR D
Mt 2T wERREE T & LT 4 Ttk (4933-g34) L
DHPGD # 1= F & [ & L 72 XK # = ¥ &
15-hydroxyprostaglandin il /K %3 (15-PGDH) % 32— F
LCHY, 15-PGDHIZ PG/ D F %R/ FE & L C PG/ f#
2B 59 %. HPGD AR TR X Y PG/ AREHE AN
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nas.
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Abstract

A CHILD WITH CYANOTIC HEART DISEASE
AND HYPERTROPHIC OSTEOARTHROPATHY

Masato Masamoro !’ , Tatsunori Hokosaki'’ , Mari Iwamoto?’ |
Yusuke Nakano!’ , Shigeo WaranaBe!’ , Ryouki Hara®' | Shuichi Itou®’
Y Department of Pediatric Cardiology, Yokohama City University Hospital
) Children’s Center for Health and Development, Saiseikai Yokohama City Tobu Hospital
%) Department of Pediatrics, Yokohama City University Hospital

Recent studies have sporadically reported on adults with cyanotic heart disease who have leg pain. Hypertrophic
osteoarthropathy is thought to underlie this symptom, but to our knowledge the development of this condition in a
school-age child has not been reported previously. We describe a 7-year-old girl with a double-outlet right ventricle,
hypoplastic left ventricle, and hypoplastic aortic arch (hypoplastic left heart syndrome variant). The Norwood
procedure with a modified Blalock-Taussig shunt was performed in the neonatal period. However, a Glenn procedure
could not be performed owing to poor pulmonary condition. The patient had persistent severe cyanosis with many
collateral blood vessels and had repeatedly undergone coil embolization. Fever and knee joint pain persisted for
more than 2 weeks after a common cold, and the patient was admitted to the hospital. The knee joint was swollen and
very tender, and the patient could not walk. Blood tests showed no specific findings other than an elevated
inflammatory response. Magnetic resonance imaging showed nonspecific arthritis associated with bilateral synovial
thickening in the knee joints. Ultrasonography revealed small amounts of joint fluid and hyperechoic synovial tissue
with extensive neovascularization in the knee joints. Finally, hypertrophic osteoarthropathy was diagnosed.
Treatment with steroids was begun, and the symptoms promptly improved. In patients with complex cardiac defects
associated with persistent cyanosis, hypertrophic osteoarthropathy should receive adequate attention as an important

complication.
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