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The clinical significance of increased expression of peripheral blood Th17 cells in patients with rheumatoid arthritis YU
Yue-hong , SUN Hai-ling QIAN Lei (Department of Clinical Laboratory , People’s Hospital of Binghai County
Binghai, Jiangsu 224500, China)

[Abstract] Objective
and the activity of rheumatoid arthritis (RA). Methods
(stimulated with anti-CD3 and anti-CD28 mAb ) and expression of RORyt mRNA were determined by ELISA and
RT-PCR respectively in 22 patients with RA and 20 health controls. Results The expressions of RORyt mRNA and
concentration of IL.-17 in the patients with RA stimulated by PBMCs were significantly higher than those of controls

To study the relationship between increased expression of peripheral blood Thl7 cells

Concentration of 1L.-17 in the PBMCs culture supernatant

(P<C0.01) . Conclusion Th17 cells might play an important role in the activation of the disease in patients with RA.
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Correlation between the levels of serum homocysteine and plasma D-dimmer in patients with cerebral infarction GONG
Chunyong (Department of Clinical Laboratory s NO. 252 Hospital of Baoding s Hebei 071000, China)

[ Abstract] Objective
tients with cerebral infarction,and investigate the correlation between the levels of serum Hcey and plasma D-dimmer.

Methods

To observe the level changes of serum homocysteine(Hcy) and plasma D-dimmer in pa-

The levels of Hey and D-dimmer from 110 patients with cerebral infarction and 100 healthy controls were
measured,and the correlation between the levels of Hey and D-dimmer were analyzed. Results The levels of serum
Hcy and plasma D-dimmer in patients with cerebral infarction were significantly higher than those of healthy controls
(P<C0.05). The Hcy level of patients with cerebral infarction moderately increased,and the level of serum Hcy had
positive correlation with the level of plasma D-dimmer. Conclusion The high levels of serum Hcy and plasma D-dim-

mer are highly associated with the occurrence of cerebral infarction,and in a certain range, the increase of D-dimmer

level is related with the increase of the Hcey level.

[Key words] cerebral infarction; homocysteine;
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