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A clinic laboratory data analysis of peripheral CIK cell abnormal increase in adult”
Dan Gang' ,Mao Huaifeng® ,Wu Lijuan'® ,Liu Yugang' ,Liu Tong',Xie Jing', Hu Xiaoli' ,Wang Yanyan'
(1. Research and Service Center of Clinical Laboratory Medicine ,Chengdu Military General Hospital ,
Chengdu,Sichuan 610083 ,China;2. Department o f Clinical Laboratory ,Aba Autonomous
Pre fecture People’s Hospital s Aba Autonomous Pre fecture s Sichuan 624000, China)

Abstract: Objective To analyze the clinic data of peripheral CIK cell increased abnormally in adults and discuss the function of
the laboratory indexes on disease diagnosis,monitoring and therapeutic intervention. Methods The peripheral blood of patients was
collected to analysis. The flow cytometry instrument was used to detect lymphocyte subgroup. every patient was conducted bio-
chemical analysis, function of blood coagulation tests and examination of marrow cell and the patient’'s medical record was analyzed
retrospectively. Results The total number of leukocyte and the percentage of lymphocyte in peripheral blood of patient were in-
creased ;immunophenotyping results showed that lymphocytes was mainly T lymphocyte, Ts cell number was increased and number
of T, cell was decreased; CIK(CD3+56+) cells were in the majority. the number of CIK cells was decreased after treatment and
ranged from 28. 6% to 59. 7%. there was no obvious anomaly in examination of marrow cell before and after treatment. TNF-q, IgM
were increased mildly,C4 was decreased mildly, and other indicators were no obviously abnormal. Conclusion It is the first time
that cases with CIK cells idiopathic increased. The monitoring of flow T lymphocyte subgroup can provide clinical diagnosis,effect
monitoring and it is worth to promote.
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YR IT RTINS [A]
2012-05-11 9.8 3.3 111 33.6 384 9.0 88.0 2.5 0.2 0.3
2012-07-01 11.8 3.2 108 32,6 337 6.0 90. 0 3.7 0.1 0.2
2012-07-13 16.5 3.5 117 36.7 415 7.6 87.8 3.4 0.8 0.4
2012-07-17 9.3 3.5 111 35.7 384 8.2 87.4 1.0 0.2 0.2
2012-08-14 11.6 3.7 117 35.5 392 5.5 88. 4 1.4 1.0 0.3
2012-09-03 9.1 3.5 119 36.1 389 10. 2 85.0 4.1 0.4 0.3
2012-09-27 12.9 3.4 115 35.1 163 9.4 85.9 4.4 0.3 0
2012-11-06 7.2 3.6 118 36.0 359 12.8 79.7 6.8 0 0.1

PEP IR ERiNRLE)
2012-12-04 7.1 3.6 122 38.2 385 15.1 79.5 4.7 0.5 0.2
2013-01-04 6.1 3.9 134 0.5 355 34,2 56.0 8.5 0.9 0.4
3013-02-01 8.2 4.2 135 40.5 266 44.6 42.8 11.9 0.4 0.1
2013-03-13 7.4 4.1 130 39.0 324 20. 4 72.0 6.9 0.4 0.3

x2 HEARTHSE(%)

Ko 25 1 ] T 41 T, 400 T 400 T,/Ts DNT DPT B4 NK 4 CIK

VAT A [R]
2012-07-02 97.2 8.9 76. 2 0.12 12.0 0.1 1.0 5.8 48.5
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oo 5 i ] T 40 T, 400 Ts 400 T./Ts DNT DPT B 41 il NK 41 s CIK
2012-07-05 98.0 8.2 72.7 0.11 17.0 0.1 1.2 10.5 54.5
2012-07-17 98.0 9.2 77,7 0.12 11.0 1.2 1.2 22.3 59.7
2012-08-14 96. 9 8.8 76.0 0.12 12.0 0.1 1.3 7.7 50. 5
2012-09-03 97.4 13.1 74.7 0.18 9.4 0.2 2.4 3.0 28. 6

16T I I 1A
2013-01-04 94.5 16.9 56.7 0. 30 20.8 0 1.2 0.6 43.1
2013-02-01 97.4 12.2 74.9 0.16 10.2 0.1 0.5 2.4 51.1
2013-03-13 97.5 11.6 76.2 0.15 9.6 0.1 0.8 9.3 66.2

*3 i % G % i 45 R

I 1] TNF-a(pg/mL) C3 C4 IL-1 1L-6 IgM IgA IgG IgE

YR IT RTINS [A]
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2012-08-14 17.6 - - 5 9. 40 — — — —
2012-09-03 19.1 0. 83 0.20 5 10. 20 5.73 2.67 12.4 5.07
2012-09-27 18.0 0.87 0.23 5 9.42 5. 60 2.42 11.7 6. 98
2012-11-06 14.6 0.77 0.20 5 8.95 5.30 2.48 12.0 5.57
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2013-01-22 15.2 — — — — — — — —
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2013-03-13 15.0 0. 88 0.24 5 8.33 5.42 2.57 11.8 6. 90
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