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[ Abstract] Objective To analyze the dynamic changes of T cell subgroup in different clinical stages
and different clinical types in severe influenza A (HINI) cases confirmed in our hospital. Methods Dynamic
changes of T cell subgroup in different clinical stages and different clinical types of 271 influenza A (HINI)
admitted in our hospital in 2009 were analyzed, retrospectively. Results In patients with acute phase,the
amount of CD3* T, CD4" T and CD8 " T cell decreased significantly, respectively. The decreased degree
increased with disease severity increasing. CD4" % and CD4"/CD8" also decreased with disease worsening,
while CD8 * % increased with disease worsening. In mild case, the amount of CD3* T, CD4" T and CD8 " T
cell turned to normal after three days. But in severe and critical patients, it began to decrease three days later,
and turned to abnormal but basal level at the time of virus negative. Dynamic changes of CD4" % , CD8" %
and CD4"/CD8" were not significant. Conclusions Dynamic change of T cell subgroup are different with
different clinical stages and different clinical types in severe influenza A (HINI) case.
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FT 1 LB FER T bk O 0 A LE A (x £ 5)

45 %L CD3* T(/pl) CD4* T(/pl) CD8* T(/pl) CD4* % CD8* % CD4*/CD8 *
BREd 218 839.56 + 2.25 472.03 + 1.82 349.68 + 1.79  53.14 + 1.53  37.95 £ 1.23 1.43 + 0.51
End:| 29 820.00 + 2.12 474.51 + 2.25 312.22 £2.29 51.89 + 1.23  38.10 + 1.27 1.48 + 0.62
fa e 24 491.71 + 2.23 209.07 + 3.70 212.42 +2.18  42.56 + 2.28  43.37 = 1.39 1.30 + 0.70

X 3.471 10.984 5.158 1.921 2.841 0. 605

P 0.033 0.000 0.006 0.149 0.060 0.547

F2 AR CDAT T HEMMBIAZL L (/pl,x £5)

45 EBE 0 d B3 d fEBE S d B 7 d B9 d
IRIEH 472.03 + 1.82 821.51 + 1.56 855.55 + 1.64 848.06 + 1.46 -
A 474.51 + 2.25 318.80 + 1.89 383.94 + 2.62 270.00 + 1.18 441.09 +1.74
o HREA 209.07 + 3.70 195.99 + 2.86 164.54 + 2.64 183.45 + 2.79 158.40 £3.92
e 10.984 21.516 11.899 58.436 6.780
P 0. 000 0. 000 0.000 0. 000 0.017
215 fEBE 11 d fERE 13 d fEpE 15 d e HHF Hl P
BaEd - - L 848.06 + 1.46 47.541 0. 000
HREA - - - 441.09 + 1.74 0.410 0.840
e HOREAH 50.16 + 1.54 44.72 + 3.12 110.00 + 3.90 245.73 + 3.25 0.924 0.502
X 57.776
P 0.000

W =7 PR E T R CRIE L B BUREA T 9 d JE8dE (FAEALTC 11 d J5 5

F3 SdlE CDA" % ShSA I (% +5)

ZH 5 fEREO d fERE3 d fEBE S5 d fERE7 d fERE9 d
IRGEH 53.14 =+ 1.53 54.71 + 1.86 55.56 + 1.18 52.28 + 1.27 -
End:| 51.89 + 1.23 51.02 + 1.34 50.19 + 1.34 52.39 + 1.13 59.06 + 1.76
feFREA 42.56 + 2.28 50.84 + 1.25 50.40 + 1.24 55.57 + 1.91 57.15 + 1.18
X 1.921 0.706 0.751 0.282 0.020
P 0. 149 0.499 0.480 0.754 0.888
215 Be 11 d fERE 13 d fERE 15 d e HHF Hy P
BAEA - - - 52.28 = 1.27 0.347 0.791
GigheL:| - - - 59.06 + 1.76 0.394 0.851
fE A 50.16 + 1.54 50.16 + 1.54 44.72 + 3.12 53.71 + 1.17 0.630 0.750
XZ 1.723
P 0.181

Ak 2

F4 4Yla] CD4*/CD8 " AL LLE (x £5)

215 fEBEO d fEBE3 d fEBE S5 d fEBE7 d fERE9 d
IRIEH 1.43 = 0.51 1.61 = 0.75 1.66 + 0.51 1.36 + 0.45 -
End:| 1.48 + 0.62 1.43 + 0.78 1.48 + 0.93 1.37 £ 0.52 1.50 + 0.67
feEiEdl 1.30 = 0.70 1.30 + 0.54 1.27 + 0.53 1.46 + 0.51 1.68 + 0.95
X 0. 605 0.823 1.153 0.211 0.227
P 0.547 0.446 0.329 0.810 0.639
215 fERE 11 d fERE 13 d fERE 15 d HBE HNF Ml P
IR - - - 1.36 + 0.45 2.985 0.031
GigheL:| - - - 1.51 = 0.64 0.179 0.970
S HRE 4 0.88 = 0.47 1.06 + 0.27 1.21 = 0.30 1.46 + 0.63 0.529 0.830
X 1.030
P 0.359

T2



- 248 - ARSI R PRIEYR 2GS (7R 2012 4E 6 J 456 35 45 3 1] Chin J Exp Clin Infect Dis (Electronic Edition) ,June 2012, Vol 6, No.3
RS5  AHIBITEEAREE T bR A0 KOS LR (% £ 5)

20531 % CD3* T(/pl) CD4* T(/pl) CD8* T(/pl) CD4* % CD8 * % CD4*/CD8 *
RREAL 218 1593.64 = 1.82  848.06 = 1.46  657.70 = 1.45  52.28 + 1.27  39.81 = 1.20 1.36 + 0.45
AL 29 904.24 + 1.76  441.09 + 1.74  380.86 + 2.50 59.06 = 1.76  37.48 + 1.30 1.51 + 0.64
f& EREL 24 457.27 + 3.03  245.73 +3.25 181.23 £ 2.73  53.71 = 1.17  39.62 = 1.24 1.46 + 0.63
X 33.418 57.776 55.770 1.723 0.843 1.030

P 0. 000 0. 000 0. 000 0.181 0.432 0.359
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