(Chirese Jourd of New Drugs 201625(1)

o
Z
2
7))
-

1 2 2 1 1
(1 100037,
2 100037)
: (rt-PA) TNK
( rhTNK+PA) o :
13 N N o 4 thTNK+PA 15 20 mg
rthTNK~PA 20 mg o 2005 7 2007 5 251 o
rhTNK-PA rt-PA . thTNK~+PA 5~10s rthTNK~4PA 20 mg; rt-PA
& mg 42 mg 90 min 90 min
( IRA) TIMI ;
( D+2@ O+B@+@ Q@+®+®@ )@ ST
2h =50% ., 2 CK-MB CK 14 h N6
2h 70% o @ 2h o 1182
90 min (rthTNK+PA 93 t-PA 89 ) rhTNK~PA ( TIMI
2 ~3 ) rt-PA (82.80% vs 67.42%) thTNK-+PA TIMI3 ri-PA
(65.59% vs 53.93%) . 69 (rhTNK+PA 31 r-PA 38 )
rthTNK-PA rt-PA (80.65% vs 81.58%) - ( 1 )
(16.94% vs 17.32%) . : thTNK~4PA 20 mg 90 min
rt-PA thTNK—+PA 20 mg o
; ; TNK ;
R969. 4 A 1003 -3734(2016) 01 —0082 - 06

Efficacy and safety of recombinant human TNK tissue-typeplasminogen
activator in patients with acute myocardial infarction

ZHAI Mei' CHEN Jidin®> QIAO Shu-bin® HUA Lu' LI Yishi'
(1 Key Laboratory of Clinical Trial Research in Cardiovascular Drugs Minisiry of Health Fuwai Hospital
Chinese Academy of Medical Sciences and Peking Union Medical College Beijing 100037  China;
2 Coronary Heart Disease Center Fuwai Hospital Chinese Academy of Medical Sciences
and Peking Union Medical College Beijing 100037 China)

Abstract  Objective: To evaluate the safty and efficacy of recombinant human TNK tissue-type plasmino—
gen activator ( thTNK~+PA) for injection in Chinese patients with acute myocardial infaction by comparison with re—

combinant human tissue-type plasminogen activator ( rt-PA) for injection. Methods: This blinded randomized
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controlled trial was conducted in 13 hospitals in China. After a pilot study in 4 patients receiving thTNK—+PA 15 mg
or 20 mg the dose of thTNK—PA in this study was determined to be 20 mg given at a time. From July 2005 to May
2007 251 patients were enrolled. All the patients were randomized to either hTNK—+PA or rt-PA treatment. The
rthTNK—PA was administered by an intravenous bolus of 20 mg over 5 ~10 s. The rt-PA was administered by an in—
travenous bolus of 8 mg followed by infusion of 42 mg over 90 min. The primary endpoint was TIMI flow of the in—
farctrelated artery ( IRA) by coronary angiography at 90 min after initiation of treatment. For the patients who
couldnt receive coronary angiography IRA flow was evaluated by indirect indicators including decline of elevating
ST segment peak of CK-MB or CK remission of chest pain and reperfusion arrhythmia. Results: One hundred
and eighty-two patients received angiograms for TIMI flow at 90 min after initation of treatment ( n =93 for thTNK-
tPA  n =89 for rt-PA) . The thTNK~+PA group had significantly higher patency rate than the rt-PA group ( TIMI 2
and 3: 82.80% vs 67.42%; TIMI 3: 65.59% vs 53.93%) . The 69 patients in the two groups ( n =31 for thT-
NK~4PA n =38 for rtPA) who had IRA flow evaluation by indirect indicators had similar patency rates ( 80. 65%
vs 81.58%) . The cerebral hemorrhage incidence was the same for the two groups ( 1 patient in each group) . Mild
bleeding rate was similar for both groups ( 16.94% vs 17.32%) . Conclusion: TNK~+PA 20 mg is effective and
safe for Chinese patients with acute myocardial infaction. There is statistically significant superiority of thTNK~PA
over rt-PA in terms of patency rate as determined by coronary angiography at 90 min.
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