372, BBk 2008 4 12 %28 %456 8 Chin J Nucl Med, Dec. 2008, Vol. 28, No. 6

B PAEH A, 2002 6-7.

[2] Kalaria VG, Koradia N, Breall JA. Myocardisl bridge:a clinical
review. Catheter Cardiovasc Interv, 2002, 57 552-556.

[3] %E%E HER, kAR, & BXERTEORLEHEHE.
PG ESERE, 2001, 21; 135-136.

[4] BAF XFR, £ HK, % ¥ Te"-MBLLYIEIE BRISHH
BEABLO LN — . PR IE, 1998, 18: 172.

{5] Méhlenkamp S, Hort W, Ge J, et al. Updateon myocardial bridg-
ing. Circulation, 2002, 106 2616-2622.

[6] Noble J, Bourassa MG, Petitclerc R, et al. Myocardial bridging
and milking effect of the left anterior descending coronary artery:
normal variant or obstruction? Am J Cardiol, 1976, 37; 993-999.

[7] Alegria JR, Herrmann J, Holmes DR Jr, et al. Myocardial bridg-
ing. Eur Heart J, 2005, 26: 1159-1168.

(8] 41, Eoen, M, %. 69 G R F0BK.C WUBF s BK 53 47 E
A M B, 2002, 7; 387-389.

[9] ¥E#, M, KHE RACIREEEESSETE S
. EbRO MERZERE, 2007, 34; 224-226.

(10] BBE, FAF RFE, & LU HERERE L. F
BEEZHEBRFR, 2006, 28: 862-864.
[11] Bourassa MG, Butnaru A, Lésperance J, et al. Symptomatic myo-

cardial bridges ; overview of ischemic mechanisms and current diag-
nostic and treatment strategies. J Am Coll Cardiol, 2003, 41 ; 351-
359.

[12] &, BHE. DRIAKLMFFEIR. FE0MEREE,
2006, 34 ; 474476.

[13] Berman DS, Shaw LJ, Hachamovitch R, et al. Comparative use of
radionuclide stress testing, y artery calci ing, and

invasive y angiography for diagnostic and prognostic car-
diac assessment. Semin Nucl Med, 2007, 37; 2-16.

[14] Ge J, Jeremias A, Rupp A, et al. New signs characteristic of myo-
cardial bridging demonstrated by intracoronary ultrasound and
Doppler. Eur Heart J, 1999, 20: 1707-1716.

[15] Vallejo E, Morales M, Sanchez I, et al. Myocardial perfusion SPECT
imaging in patients with myocardial bridging. J Nucl Cardiol, 2005,
12 318-323.

[16] Haager PK, Schwarz ER, vom Dahl J, et al. Long term angio-
graphic and clinical follow up in patients with stent implantation for
symptomatic myocardial bridging. Heart, 2000, 84 : 403-408.

(17] 7%, Bt BHEE.F ERIKNFEELZR IR ER R
B pEBESRRE, 2008, 28; 35-38.

(W B #:2008-05-12)

JE B RS LA B & AL MIBI 78 BR 3 8 I R BT %

MO EuY FE oA PRI FEM Rk EH

(W"E])

B HHEERONR(HCM) B & 0N T - R EER T ERME (MIBD) & 8 47%

BREMBUURE BHERESEZELINEEBEMNRLE. ik XIEKRBEIZH HCM # 15 4
B E1T Tc"-MIBL #7457 & & (18 SPECT 4%, i HCM BE Tc™-MIBI B (#2255 90 min) &
B (RGN ERESEETRABREEY 12 8) AKE 5 (CRA SPSS 13.0 4,17t &
B), 8 mERE S EZEONICEREST Pearson ERMXEN T, SR HCM BE4R
3 R0 Te™ -MIBI S5 B 3R 4 5129 (27. 77 £2.60) % F (42. 66 +3.30)% , et B4 2 51K
(18.90 £3.70) % & (31.27 £4.04) % ,2 A ERIE G 2T L (L EHHN -7.320, -8.069,
P3#3<0.01), HCM BHE A A ZELRE LB AEE H(26.53 £6.57) mm {BEESTEH K (15.92 +
1.29) mm,2 AHEERFELEITEEXL (¢ HF -6.110,P<0.01), HCM B R IFRES X
SREAE L L K (R A RS AR b (r {42 31028 0. 611 2 0.873,P <0.05 1 <0.01) . &ig

HCM % 01 Te”-MIBl RH K i R B A B R FREN R4, B2 mNERESETRO0

JERREAH—ERHEE,
€312

OMUR BB R ; TR M B AR RER , RS R, 58T ; MIBI

o

Evaluation of *Tc™-MIBI washout rate in hypertrophic cardiomyopathy SUN Mu-chuan, LI Ya-
ming, LI Na, et al. Department of Nuclear Medicine, the No. 1 Hospital, China Medical University, Sheny-
ang 110001, China( The first author's present address: Department of Nuclear Medicine, the No. 4 Hospital,

China Medical University, Shenyang 110032, China)

Corresponding author. LI Ya-ming, Email: ymli2001@ 163. com

[Abstract] Objective The aims of this study were two. One was to investigate the changes in early
and late washout rates of *Tc™-methoxyisobutylisonitrile ( MIBI) in patients with hypertrophic cardiomyopathy
(HCM) and the other was to analyze the relationships between early and late washout rates and the hypertrophic
wall thickness of left ventricle. Methods Fifteen patients who were clinically diagnosed with HCM underwent
PTc™-MIBI static planar and gated SPECT imaging. Early (90 min after the intravenous injection) and late (4 h
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after the intravenous injection) washout rates of #Tc™-MIBI between HCM and normal control groups (n =12)
were compared. Linear correlation (Pearson) was assessed between early and late washout rates and the hyper-
trophic wall thickness of left ventricle measured by gated SPECT. Results Statistically higher early and late
washout rates of ®Tc™-MIBI were observed in HCM than in normal control groups [(27.77 £2.60)% vs
(18.90 +3.70)% , t = ~73.20, P <0.01 and (42.66 £3.30) vs (31.27+4.04)% ,t= -8.069, P<
0.01]. Moreover, statistically higher maximum wall thickness over left ventricle was observed in HCM than
in normal control groups [ (26.53 £6.57) mm vs (15.92+1.29) mm, ¢t= -6. 110, P<0.01]. Further-
more, significantly positive correlation between early and late washout rates and the maximal wall thickness
of left ventricle obtained by gated SPECT was demonstrated (r =0. 611, P <0.05 and r =0.873, P<
0.01). Conclusions Both early and late washout rates of *Tc”-MIBI and maximum wall thickness over
left ventricle were significantly higher in patients with HCM than in control groups. The higher the maximum
wall thickness over left ventricle, the higher early and late washout rates in ®Tc™-MIBI studies was noted.
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