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months at least. Results The incidence of IBD combined with anemia was 62. 1% (100/161) among which IDA
and ACD hold up to 40.0 % (40/100) and 14.0% ( 14/100) respectively while the mix of IDA and ACD ac—
count for 26. 0% (26/100) and 10.0% ( 10/100) was taken by lack of folic acid and VitB12. The level of sTFR
and sTFR/LogSF in IDA group were obviously higher than those in non IDA group and this difference was statisti—
cally significant ( U=655.5 306.0 P <0.001). The AUC of sTFR/LogSF (0.937) was higher than the AUC
(0.865) of sTFR. High sTfR levels ( >4.7 mg/L) had a sensitivity of 77.5% and a specificity of 86.0%
whereas high sTfR/LogSF ( >2.8) had a sensitivity of 87.5% and a specificity of 90. 9% for the diagnosis of
IDA. Both sTFR and sTFR/LogSF index were not correlated with CRP levels (r =0.042 0.958 P >0.05). Con-
clusion The incidence of IBD combined anemia is high among which IDA is common. By detecting serum sTFR/
LogSF and sTfR the diagnosis of IBD combined IDA may be more accurate.
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1 12
(pg/ml)
5- B
CK1 32/ 1/ 0.5/ 16/ 0.5/
CK2 32/ 0.5/ 0.5/ 16/ 0.5/
CK3 16/ 0.25/ 0.25/ 4/ <0.5/
CK4 32/ 1/ 0.5/ 4/ <0.5/
CKs 32/ 1/ 0.5/ 16/ 0.5/
CK6 16/ 1/ 0.25/ 4/ <0.5/
CK7 32/ 0.5/ 0.5/ 16/ <0.5/
CK8 16/ 1/ 0.25/ 16/ <0.5/
CK9 16/ 0.5/ 0.25/ 4/ <0.5/
CK10 16/ 0.5/ 0.25/ 4/ <0.5/
CKI11 16/ 0.5/ 0.25/ 4/ <0.5/
CKI12 16/ 0.125/ 0.25/ 4/ <0.5/
2 12
*( pg/ml) *( pg/ml)

CK1 1.000 256 0.060 32 0.185

CK2 0.500 512 0.125 64 0.375

CK3 0.250 512 0.060 16 0.271

CK4 1.000 256 0.030 64 0.155

CKS 1.000 512 0.060 128 0.310

CK6 1.000 512 0.030 16 0.061

CK7 0.500 512 0.060 16 0.151

CK8 1. 000 256 0.060 16 0.122

CK9 0.500 512 0.125 64 0.375

CK10 0.500 512 0.060 64 0.245

CK11 0.500 512 0.060 64 0.245

CK12 0.125 512 0.030 16 0.271
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Study on the anti-Candida krusei in vitro combined

with tacrolimus and itraconazole
Gong Tingting Liu Yunlei Wang Zhongxin
( Dept of Clinical Laboratory The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective The use of the antifungal agent itraconazole and the calcineurin inhibitor tacrolimus alone
together with the above two drugs was evaluated in vitro for growth of Candida krusei. Whether or not the combina—
tion is more effective than the antifungal alone can inhibit the growth of Candida krusei. Methods According to the
guidelines of the American Institute of Clinical and Laboratory Standards 12 Candida krusei strains were divided
into blank control group itraconazole group tacrolimus group and combination group by microdilution method
and then 12 the Candida krusei strain was incubated for 24 h and its growth was observed. Results In comparison
with the alone use of isotriconazole in Candida krusei the combined use of itraconazole its minimal inhibitory con—
centration was much less than that of alone with a maximum multiple of 32 fold a minimum multiple up to 4
times; the same In comparison with the alone use of tacrolimus in Candida kruset the combined use of tacroli-
mus its maximum multiple of 32 times the lowest multiple of 2 times. Conclusion The combined use of itracon—
azole and tacrolimus in 12 strains of Candida krusei displayed a powerful synergistic effect in vitro.

Key words Candida kruset; iraconazole; tacrolimus



