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Background Results Key Comparative Study: PROMID (Table 2) Table 4. Antitumor Effects of Octreotide Discussion

. The phase 3 PROMID clinical trial showed that long-acting octreotide significantly prolonged time to tumor Note: Blue shading denotes randomized controlled trials; yellow shading denotes controlled trials; green shading denotes real-world studies.
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AE = adverse event; BID = twice daily; IFN = interferon; LAN = lanreotide; NR = not reported; PAS = pasireotide; PD = progressive disease; PFS = progression-free survival; g = every; QD = once daily; QID = four times daily; SC = subcutaneous;
TID = three times daily; yr = year.



