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Abstract Objective: To analyze the changes of white blood cells (WBCs) , procalcitonin (PCT), and cytokines in
patients with fulminant myocarditis (FM). Methods: A total of 120 patients with FM were selected consecutively, and labo-
ratory inflammation related tests were collected, including leucocyte count and classification, PCT and some cytokines levels
and their dynamic changes. According to the discharge condition of the patients, 120 objects were divided into a non-im-
provement group (n=15) and an improvement group (n =105), and the above indicators were compared between the two
groups. Results: On the first day of admission of patients with FM, the total number of WBCs was greater than the normal
range [ mean (9.91 £0.41) x10°/L) , and the absolute value of neutrophils increased [ mean (7.98 +0.40) x 10°/L).
On the 3rd and 7th days after admission, the leucocyte count increased compared to the 1st day (P =0.045, 0.013). On
the first day of admission, PCT (mean 2.92 ng/mL, reference range <0.05 ng/mL) was significantly higher than normal,
reaching 18.26 ng/mL on the third day, and still reaching 3. 02 ng/mL on the 7th day. Blood cytokines including interleukin
(IL) -1B, IL-2R, IL-6, IL-8, TL-10 and TNF-a in FM patients were significantly higher than the normal range. There was
statistically significant difference in hsCRP between the improvement group and the non-improvement group (P =0.027). In
addition, the levels of IL-2R and IL-10 were higher in the non-improvement group than in the improvement group (P =
0.025, 0.032). Conclusion: In patients with FM, the levels of peripheral blood WBCs, neutrophils, plasma PCT and cyto-
kines are significantly increased, but not related to bacterial infection.
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