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Determination of Caprolactam Residual Volume in Compound
Hongcao Freeze-dried Powder Injection

YAN Yan , TAN Anju, CHEN Siying, LIU Lina, WANG Aimin
(School of Pharmacology, Guiyang Medical College , Guiyang 550004, Guizhow, China)

[ Abstract] Objective: To establish a method for limit determination of caprolactam residual volume
in compound Hongcao freeze-dried powder injection with gas chromatography. Methods: Polyamide
polymerization monomer g-caprolactam was used as indicater , and its residual volume in Hongcao
freeze-dried powder injection was detected experimentally with gas chromatography. The results were
analyzed. Results; The tested results of polyamide polymerization monomer g-caprolactam were corre-
sponsive with the amounts added in compound Hongcao freeze-dried powder injection. In real detec-
tion, caprolactam was not detected in three batches of compound Hongcao freeze-dried powder injection
(detection limit: 2 wg/g) Conclusions: This method is accurate, reproducible and easy for testing
caprolactam residual volume in compound Hongcao freeze-dried powder injection.
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