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Entry Termp Time Yield(TLC yield)
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3 80°C 30 min 20 %
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6 % T 30 min 45 %
7 110°C 5 min 15 %
8 110°C 15 min 30 %
9 110 30 min 55 %
10 125°C 5 min over 95 %
11 125°C 15 min over 95 %
12 125°C 30 min over 95 %
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