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[ ABSTRACT ] Aim  To investigate the biological distribution of *"Tc-anti-cardiac troponin T monoclonal antibody
(®"Tc-AcTnTMA) in the rats with acute myocardial damage. Methods Prepared *"Tc-Ac¢TnTMA and built the rat
model of acute cardiac muscle damage. Then 60 rats were randomized into the experimental group, the control group and
the blank group. There are twenty rats in one group. In the experimental group, 20 rats with acute myocardial damage
were injected with 0.3 mCi *™Tc-AcTnTMA and were killed at 2, 4, 8 and 12 h after injection respectively (5 rats).
Blood, liver, spleen, kidney, muscle, colon, lung and heart of each rat were taken and the injected dosage (ID% /g) and
the ratio of ID% /g for heart-to-lung ratio (HLR) was calculated. In the control group and the blank group, 20 rats with
acute myocardial damage were injected with 0. 3 mCi *"Tc-N-IgG and *"Tc-AcTnTMA respectively and were killed and
followed subsequent procedure in the same way as the experimental group. Results The value of ID% /g and HLR in
the experimental group were significantly higher than the other groups, which hinted that acute injury myocardium could up-
take specifically the " Tc-AcTnTMA and the specific uptake was observed with its peak 4 h after injection. Conclu-

sion  *"Tc-AcTnTMA could be a useful tracer of myocardial imaging to diagnose acute myocardial damage.
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Table 1. The biological distribution of " Tc-AcTnTMA in the blank groups

JIE - #% 2h 4h 8h 12 h
B IE(ID% /g) 34.87 £0.53 45.34 £0.42 39.22 +0.55 30.42 +£0.35
JFHE(ID% /g) 5.72 0. 12 5.37 +0. 14 5.43 0. 21 5.23 +0.15
DHE(ID% /g) 2.04 +0.08 2.22+0. 14 2.14 £0. 11 1.98 £0. 10
M (ID% /g) 3.10 £0. 12 2.72 £0. 14 2.29 +£0.16 2.11 £0. 15
Al (ID% /) 2.15+0.29 2.10£0.26 2.13£0.25 2.11£0.25
JEAE(ID% /g) 1.35+0. 10 1.45 +0. 11 1.65 +0. 15 1.32£0.13
LA (1ID% /g) 0.21 +0.04 0.32 +0.05 0.29 +0. 06 0.20 +0.05
2515 (1D% / g) 0.17 £0. 04 0.15+0.03 0.19 +0. 06 0.16 +0.05
2. ""Te-AcTnTMA FEO LIRS K RAESR I 5 7

Table 2. The biological distribution of " Tc-AcTnTMA in the rats with acute myocardial damage

HE 4% 2 h 4h 8h 12 h
B HE(ID% /) 36.87 £0.56 49.34 £0. 66 40.27 £0.45 32.47 £0.39
HFHE(ID% /g) 5.92 £0.13 5.67 £0. 15 5.89 0. 25 5.49 0. 14
LE(ID% /g) 3.22+0.17 4.22£0.19 4.02 £0. 15 3.02+0. 12
MM (1D% /g) 3.08 £0.13 2.68 +0. 15 2.38 +0.17 2.28 +0. 14
ik (1D% /g) 2.25+0.30 1.65 +0. 21 1.61 +£0.21 1.56 +0. 21
JEE(1D% /g) 1.75 +0. 11 1.45+0.13 1.35+0.17 1.25+0. 14
WLA (ID% /g) 0.25 +0.05 0.35+0.03 0.30 +0. 07 0.20 +0.04
2517 (1ID% / g) 0.14 +0.05 0.16 +0.03 0.14 +0.07 0.13 +0.06
3. 3 ERE R EO AT EE B

Table 3. The ID%/g of heart of three groups in the different time

gy 4 2h 4h 8 h 12 h
SN (1ID% /) 3.22 +0.24" 4.22 +0.32" 4.02 £0. 40" 3.01 £0.51*
XFHEZH (1ID% /¢) 2.22+0.45 2.25+0.36 2.20+0.33 2.16 £0.29
ZEHH(ID% /g) 2.15+0.35 2.22 £0.41 2.18 £0. 37 2.13+0.36
a N P<0.01, 5HEAME ;b N P<0.01,5F 42 h.12 h AL,

x4, 3 AXRERTELL AL E LB

Table 4. The ratio of ID%/g for HLR three groups in the different time

gy 4 2h 4h 8h 12 h
LB (ID% /g) 1.44 +0.11° 2.58 £0.21" 2.50 £0.16™ 1.92 +£0.20°
XHRZH (ID% /) 1.03 +0. 10 1.07 £0. 60 1.04 £0.42 1.02 £0.43
FEHH(ID% /g) 1.01 0. 09 1.05 +0. 05 1.03 0. 05 1.00 +0. 77

a N P<0.01, 5HEHMIL ;b J P<0.01, 522 h 12 h #Hlt,
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