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[ Abstract]

cells in the peripheral blood of patients with acute cerebral hemorrhage. The percentage of Th17 cells were

This study aims to explore the changes and clinical significances of T helper 17 (Th17)

assessed by flow cytometry. The mRNA levels of retinoid-related orphan receptor yt (RORyt) were detected
by real-time quantitative reverse transcriptase-polymerase chain reaction (RT-PCR). The serum levels of
interleukin-17 (IL-17) were measured by enzyme-linked immunosorbent assay (ELISA). According to the
examination results, the percentage of Th17 cells, the mRNA expression of RORyt and the serum levels of
IL-17 at 24 h, 3 d and 7 d increased significantly in patients with acute cerebral hemorrhage than in
normal controls (P =0.000, for all). Although the patients with acute cerebral hemorrhage had no significant
differences in the percentage of Thl7 cells, the mRNA expression of RORyt comparable with normal
controls (P = 0.058, 0.239), the serum levels of IL-17 in patients were statistically higher than those in
normal controls at 14 d (P =0.000). The percentage of Th17 cells and the serum levels of 1L-17 increase in
the peripheral blood of patients with acute cerebral hemorrhage, suggesting Th17 cells may participate in
the occurrence and development of cerebral hemorrhage.

[Key words] Interleukin - 17;  RNA,

Cerebral hemorrhage; T -lymphocytes, helper - inducer;
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Table 1. Comparison of the percentage of Th17 cells in the peripheral blood between 2 groups (x 5, %)
Group N 6h 24 h 3d 7d 14 d
Control 40 0.87+0.17 0.87+0.17 0.87+0.17 0.87+0.17 0.87+0.17
Cerebral hemorrhage 55 0.92+0.17 1.05+£0.19 1.21+£0.20 1.13+£0.19 0.94+0.18
t value 1.415 4.762 8.996 7.359 1.915
P value 0.160 0.000 0.000 0.000 0.058

F2 VRN 2 T I X B2 2 A0 A I RORyt mRNA AHXE #3540 i AR (R 2 5)

Table 2. Comparison of the mRNA relative expression of RORyt in the peripheral blood between 2 groups (x +s)

Group N 6h 24 h 3d 7d 14 d
Control 40 0.34+0.11 0.34+0.11 0.34+0.11 0.34+0.11 0.34+0.11
Cerebral hemorrhage 55 0.36+0.12 0.46+0.15 0.57+0.19 0.48+0.16 0.37+0.13

t value 0.830 4.288 8.218 4.771 1.183

P value 0.408 0.000 0.000 0.000 0.239

F3 2PN 2 OE R B2 A7 R AP I TL-17 AR KA LR (5 £ 5, pg/ml)
Table 3. Comparison of the serum levels of IL-17 at different time points between 2 groups (x +s, pg/ml)

Group N 6h 24 h 3d 7d 14d
Control 40 22.17+11.08 22.17+11.08 22.17+11.08 22.17+11.08 22.17+11.08
Cerebral hemorrhage 55 27.12+13.43 38.36 £17.32 61.34 £27.69 48.32+21.37 35.17+£16.06

t value 1.906 5.186 8.458 7.072 4.410

P value 0.060 0.000 0.000 0.000 0.000

s = FREX(P>0.05) ; M5 FFLE T, T IS 24 h
Z5
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