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[ Abstract ]
tion in patients with primary hypothyroidism and analyze of the possible mechanism. Methods Eighty-two cases with

Objective To evaluate the relationship of helicobacter pylori( Hp) infection with cerebral infarc-

primary hypothyroidism were divided into two groups according to the results of Hp: Positive Hp group(n =50) and
negative Hp group(n =32). The high nisk factor of cerebral infarction were detected. Results  Positive Hp group
showed higher C-response protein( CRP) and TG and LDL-C than the negative Hp group(P <0.01) , but lower HDL-
C than the negative Hp group( P <0.05). Conclusion Results showed that Hp infection may be a risk factor of cer-
ebral infarction in primary hypothyroidism.
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under general anesthesia and to explore the potential mechanism of deep vein thrombosis occurred in these patients.

Objective To monitor the platelet-leukocyte aggregates(PLA) level in patients received surgery

Methods Blood samples were collected from 112 patients received surgery at the time ; before the general anesthesia;
immediately after the surgery, and 3 days after the surgery. Flow cytometry was used to measure the platelet-neutro-

phil aggregates (PNA) and platelet-monocyte aggregates (PMA). Results Before the general anesthesia: PNA



