2012 4 i A i 3 5 2% 28
25 4% 6 W I Clin Hematology (China) « 353 -

H &l HBV DNA Jii %

gxhn'

[(fHE] Bo FifafFESEnEHAT HBV DNA 2 80 % R R B8 000 Tk, A3k g EHF miE

A HBV DNA & 7K F (1 57 9% 3% - 78 20 IR S e sl HBY DNA G #2032 RIS 50 S EF — 200 7. &
S L R R N BT S S B AR A TEA A R T AT O R S mEE T ACRAE R 2 N .
R.EHEMLENENERN L2302 A2 MANEERFESITSE L(F=1 48, P =0. 14) .,/ B % [ &
HERTACEHGEAF A HNEERER L H 78 L (4 831020 VS 4 83+0 23, P=0.91), & & Lev-
ery-Jennings"IEM M BE T R IR M AR AB B VI AERE R ERESBERII LB KRE. &g 4 H

TIDYT TANT A R o oy 2 S - _on U IS BT RS S T 2 1 A A% ZE s T RS S L A o III 22 o FE B der Al b
nby LNg L1}'‘J'_T_'J-l-l-L'Iﬁ‘L/J "['E-)-‘: 2002 EdEWmF L F.40CE LA FEERT 2 M- FIL.{WM:E}"JU‘ETIVDJEJ
':EE‘:}{

[x$iR]  KidE: MmiG; HBV; DNA

[FE4SFES] R457.1 [HiFrERL] A [EHE] 1004-2806(2012)06-0353-03

Clinical application and evaluation of self-made

HBV DNA quality control serum
LU Rongjiu
(Department of Clinical Laboratory, Union Hospital, Tongji Medical College, Huazhong Uni-
versity of Science and Technology, Wuhan.430022,China)

Abstract  Objective: To investigate feasibility of the self-made quality control serum as an internal quality
control for quantitating HBV DNA, Method: Normal serum and abnormally high levels HBV DNA serum were
collected and mixed thoroughly to make HBV DNA quality control serum, then the serum were disinfected and
transferred into EP tubes, All the control serum were kept at —20°C until analyzed. Every one tube of control ser-
um was thawed at room temperature for half hour, then treated and detected like daily clinical samples, The remai-
ning serum were stored at 4°C and detected within two weeks. Result: The tube-to-tube variation was 1. 23%.
There was no significant difference among 12 monthly means of control serum(F=1. 48, P =0. 14). If the re-
capped control serum was used and stored at 4°C for two weeks, no significant difference in measurement results
was found(4 830, 20 VS 4 8340 23, P =0. 91). In addition. combining with Levery-Jennings control rules,
the self-made control serum could discriminate the events out of control resulted from sample degradation, stand-
ard degradation and abnormal amplification efficiency. Conclusion: The self-made HBV DNA control serum was
homogeneous and stable. which was stable for 1 year and two weeks at least at —20°C and 4°C ., respectively.
therefore. the self-made serum conformed to the requirement as an internal quality control
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