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ABSTRACT: OBJECTIVE  To explore the possible reason of that a patient had decreased short-term lipid-lowering response 

to rosuvastatin. METHODS  The patient’s ATP-binding cassette G2 (ABCG2) and organic anion transporter 1B1 (SLCO1B1) 

gene polymorphisms was detected. Pyrosequencing technology was used to detect gene polymorphisms. RESULTS  The patient 

was ABCG2 c.421 CA heterozygous, SLCO1B1 c.388GG homozygous, SLCO1B1 c.521TT homozygous. CONCLUSION  

SLCO1B1 c.388G mutation may be related to decreased short-term lipid-lowering response to rosuvastatin. 
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Tab 1  Results of blood lipids concentration before and after 

treatment 

%&'( )�* )� 8 +, )� 16 +, 

LDL-C(0.80~3.64 mmol·L

−1
) 

2.07 1.74 0.96 

LDL-C -.//%  −15.9 −53.6 

TC(3.40~5.72 mmol·L

−1
) 

6.52 4.14 4.23 

TC -.//%  −36.5 −35.1 

TG(0.40~1.70 mmol·L

−1
) 

5.00 2.33 2.01 

TG -.//%  −53.4 −59.8 

HDL-C(0.91~1.94 mmol·L

−1
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1.67 1.9 1.63 

HDL-C -.//%  13.8 −2.4 
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Impact of Unrecognized Renal Insufficiency on the Safety and Efficacy of Capecitabine for Metastatic 

Colorectal Cancer Patients 
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ABSTRACT: OBJECTIVE  To determine the impact of unrecognized renal insufficiency(URI) on safety and efficacy of 

chemotherapy in metastatic colorectal cancer (mCRC). METHODS  Medical records of mCRC patients with normal SCr 

started on capecitabine plus oxaliplatin(XELOX) were retrospectively reviewed. CrCL was estimated using the Cockcroft-Gault 

formula. The patients were divided into URI group and control group, and the toxicities and effectiveness of therapy were 

compared between the two groups. RESULTS   A total of 143 patients were enrolled, in which 34.9% experienced URI. The 

URI group developed significantly more grade 1−2 toxicities including myelosuppression, diarrhea, stomatitis and hand-foot 

syndrome. The response rate and TTP were significantly lower in URI group, whereas the OS was similar in two groups. 

CONCLUSION  URI can increase the toxicity and decrease the survival of XELOX-treated mCRC patients. Renal function 

screening via CrCL estimation is required for all mCRC patients before initial chemotherapy. 

KEY WORDS: unrecognized renal insufficiency; capecitabine; colorectal cancer 
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