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Abstract Objective; To investigate the efficacy of carpofungine in treating Pneumocysis carinii penumonia ( PCP) after
kidney transplantation. Methods: Totally, 125 patients with PCP after kidney transplantation were divided into sulfonamide
group (n=42), casposungin group (n =37 cases), and sulfonamide + casposungin group (n =46 cases). The clinical
features of the three groups were compared, and the time of temperature recovery, the negative conversion of pneumocystis
carinii (PC) nucleic acid in each group after different treatment projects were analyzed. Results: Before the treatment, there
were no significant differences in age, gender, fever symptoms, and laboratory tests ( G experiment and LDH) among the
three groups (P >0.05). After treatment,the days of the body temperature to the normal level in the sulfonamide group,
casposungin group, and sulfonamide + casposungin group were (7.9 +1.4), (8.1 +1.7), and (7.7 £1.5), respectively,
with no significant difference among the three groups (P >0.05) ; The time of PC nucleic acid negative conversion in the
sulfonamide group, casposungin group, and sulfonamide + casposungin group was (13.4 +1.6), (16.3 £2.9), and
(13.9 £2.5) days, respectively. The time of PC nucleic acid negative conversion in the casposungin group was significantly
longer than that in the sulfonamide group and the sulfonamide + casposungin group, with a significant difference (P <0.05),
but there was no significant difference between the sulfonamide group and the sulfonamide + casposungin group (P >0.05).
There was no significant difference in treatment outcomes among the three groups (P >0.05). Conclusion; Carpofungin
monotherapy can achieve a positive therapeutic effect on PCP, including temperature decline to normal level, the negative
conversion of PC nucleic acid, and cure and discharge. Carpofungin is a good choice for the treatment of PCP after kidney
transplantation.
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