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[ Abstract ]

cholestasis associated with parenteral nutrition is related to premature, genetic susceptibility, parenteral nutrition for-

Cholestasis is the main complication of parenteral nutrition in premature infants. The incidence of

mula, endotoxin, and intestinal mucosal barrier. In this paper, the pathogenesis of cholestasis associated with intra-

venous nutrition in preterm infants are reviewed.
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Advances of combinations of different molecular targeted drugs in lung cancer secondary resistant to EGFR-

TKIs HUANG Dong-ming, FENG Guo-sheng. Graduate School, Guangxi University of Chinese Medicine, Nanning
530001, China
[ Abstract] EGFR-TKIs is the first-line treatment of EGFR sensitive mutations in patients with advanced non-

small cell lung cancer. However, the emergence of acquired drug resistance is inevitable. There are a variety of

mechanisms for secondary drug resistance, of which EGFR T790M mutation is one of the main mechanisms. Current-
ly, combinations of different molecular targeted drugs in the treatment of lung cancer secondary resistant to EGFR-
TKIs are the important strategies. Their research progress is reviewed in this paper.
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