e 2960 - M E¥5EK 20124 12 A% 9% % 23 3% Lab Med Clin,December 2012, Vol. 9, No. 23
L] -‘L@ %-' L]
Wr2a ik L\B\ A A N : A
H 14 L 2 R 7 I T gE IR 08 TSR B iR B R 1
E b3k X AR RN K5 M & W N 8 B Be e B A, i g i 213001)
[BE] BN AiAEERTHREMEEEY RRE KT i BTN e TR, Fik il

AN MARTREE A RALHHARRSREEALE, WERRN A PREEMOEERXBOBEF T,
AL HF T ACE R R &Y B ) o g e AU G i ke e e 45 R ERAT IR AT A R R R ], R R R
AEE PR E LAY ERE L E AW DA hJE R E 09 P AR e i B A A R X IR 2 (58, 4+
20.5) %02 BB SR AR 2 (48. 519, 8) Y0 BP A 48 (51. 121, 4) V0 AL 38 sk o P b ks ML 5ol B, i B 3 48 (55. 6
17.00%,2 B 4B R4 (46. 4£15.6) Y AP (47. 5116, 1D Y6, £ B ML 4k o fo I W ALK 49 25 R
FAR R TA K G RER .,

[XERY FHhEmp; S, MEE

DOI:10.3969/j. issn. 1672-9455.2012. 23. 024 X#AtREML:A XEHFS :1672-9455(2012)23-2960-02
Study on pre-staining method of neutrophil phagocytosis function test WANG Di-ying . LIU ling-zia (Department o f
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[ Abstract] Objective To establish the Pre-staining method of neutrophil phagocytosis function test,and to ex-
plore the feasibility of determination by blood count instrument. Methods Pre-stained of bacteria of phagocytosis was
used to identify the bacteria easily and improve the test accuracy. The morphological changes of neutrophils , cell
number changes and the resul.ts of neutrophil from blood counter analyzer were observed in different time and ana-
lyzed comparatively for making the time of determination. Results Passing different incubation time, neutrophils
morphology were different, the bacteria were clear,and it was easy to be recognized. After one hour, microscopy neu-
trophils phagocytosis rates were normal control group(58. 4=+20.5) % ,type 2 diabetes group(48. 5419. 8) % , tumor
group(51. 1+21. 4) %. Instrument neutrophils phagocytosis rates were normal control group(55.6=+17.0) % ,type 2
diabetes group(46.4+15.6) %, tumor group(47.5+16. 1) %. Conclusion ~After incubation 1 hour, blood count of

instrument neutrophils phagocytosis rate is closely related(+=0. 989) with microscope notation, which can applied in

clinic.
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HBV-DNA(copy/ mL.)
HA n - - PR
<5X10* 5X(10°~10°)  >5X(10°~10") >5X(10'~10°) >5X(10°~10°) =>5X(10°~10") =>5X(107)
B4l 91 10(11.0) 8(8.8) 21(23. 1D 11(12. D 2(2. D 38(41. 8) 1(1. D 73(80. 2)
C# 13 — — — — — 13(100. 0) — 13(100. 0)
D4l 167 70(42.0) 42(25. 1) 16(9.5) 29(17.3) 7(4.2) 3(1.8) - 55(32.9)
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