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Security of fructose infusion in patients with chronic hepatitis B

complicated with type 2 diabetes

Yu Xiaoling,Han Lifen,Lin Yunping,Lin Caiwen,Lii Yong,Liu Xiaoyan,Lin Chenging,Zheng Ling

(Department of Infectious Diseases ,Mengchao Hepatobiliary Hospital of Fujian Medical University)
[ Abstract JObjective ; To investigate the effects of fructose infusion on patients with chronic hepatitis B complicated with type 2 dia—
betes. Methods ; Seventy—one cases were randomized into the control group(n=38) and experiment group(n=33). The patients in con-
trol group used 5% glucose injection 250 mL added 3 U insulin as solvent infusion of oglycyrrhizinate magnesium injection or -di—
ammonium glycyrrhizinate injection and those in test group used 10% fructose injection 250 mL., lasting for 3 days. The serum creati-
nine, blood urea nitrogen and serum uric acid levels were monitored in the first day and the fifth day on patients. Results:The serum
creatinine , blood urea nitrogen and serum uric acid levels had no significant difference between two groups(P>0.05). Conclusion
Fructose injection had no effect on serum creatinine, urea nitrogen and serum uric acid in patients with chronic hepatitis B compli—
cated with type 2 diabetes. Fructose as licorice acid formulation vehicle infusion for patients of chronic hepatitis B with type 2 diabetes
is safe and reliable.
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W2, NEPIE A EOIFMORBEEFXE LT
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Tab.1 Comparison of basic information between two groups

EREHR IR i B 4R GirRiA P&
BIE(n) 33 38
HH (B, %) 66.7 50.0 2.011 0.156
Fi (%) 53.79 + 8.49 52.29 £9.40 0.700 0.486
BMI ( kg/m?) 2420 +2.71 24.53 £2.29 -0.552 0.583
25 B8 AE (mmol/L) 6.56 + 1.12 635117 0.783 0.436
%5 2 h ¥ ( mmol/L ) 10.99 £ 1.11 1048 + 1.16 1.884 0.064
HBY DNA (1g UML) 621 £1.14 621+ 1.10 0.002 0.999
ALT(UL) 208.85 + 100.89 216.18 £ 93.06 -0.319 0.751
AST(U/L) 215.45 = 98.64 216.76 £ 79.43 -0.062 0.951
HBsAg (IU/mL ) 5697.45 + 2 755.38 6353.12+ 9 704.83 -0.375 0.709
I LEF ( Cr, pmol/L ) 7145 £14.78 69.13 £ 14.63 0.664 0.509
RZEE (BUN, mmol/L ) 437 +1.44 435+ 157 0.054 0.957
i FR# ( wmol/L ) 324.97 £ 89.62 32242 £97.44 0.114 0.910
#2 2ABETRATMANE RREAKTFLE
Tab.2 Comparison of creatinine and urea nitrogen between two groups before and after intervention
pazg | B (n) I LEF ( Cr, pmol/L ) FREXR (BUN, mmol/L ) MR ( pmol/L )
e 33 72.00 + 15.41 4.66 £ 1.75 331.58 + 80.86
xif FR4H 38 72.18 + 13.95 428 +1.48 330.84 + 100.34
LHUFEBBFRE(-A,A) ( -14.44,14.44) ( -0.86,0.86) ( -67.77,61.77)
Y 909%E (& X A ( Cr, Cy) ( ~6.94,6.58) (-038,1.14) ( -50.81,36.29)
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