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1. 4KBZDOZHE WBC, CRP, PCT (Fig.1)
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ul, SIRS #EAY84.4429.7 x 10%/ul T, Mgl fiE #E
WBC I SIRSHICHARAEIZEHBETH - 72 (p<
0.05). CRP (&, Ml fiE #: 13.5+9.1 mg/dl, &
e iE BE 5. 7+4. 1 mg/dl, SIRS ##4%8.2+6.2 mg
/dl T, BLILSEBE D CRP 1l 3 B de i B 12 e~
HFIEETH - 72 (p<0.01). PCT I3 iER: 8.8
+10.3ng/ml, B & 4% £ 0.33£0. 36 ng/ml,
SIRS # 750.74+1.24 ng/ml ¢, M fiE # o PCT
A G E R 5 X OF SIRS BEIZ ARG F ICEE T
o7z (p<0.01).

2. ARREBEDZHE CRP, PCT (Fig.2)

AL HRENC & B IR BRI A IE O B E DS F AR O 72
o, FILERE O RIRIZ T % 7> > 72. CRP 13 Hgli
FERE 10.729. 1 mg/dl, M BEGERE 11.7£8.7 mg
/dl, SIRS #:758.948.2mg/dl, FEIEYehER: 8.6+
8.3mg/dl T, ZWHEEICHFEEZRD LRI o7,
PCT {3 MUMLSERE 1.442.6 ng/ml, I E4AERE 1.0
+1.0ng/ml, SIRS #250.35+0.43 ng/ml, FEREY:
FERE0.1940.09 ng/ml T, R IMLAE#E 13 IF R e B
ICHNAEICEETH - 72 (p<0.05).

3. PCT L MKEEDHZMHE - BEMH (Table 1)

Ah kB CHRIME & I & L7z 2561 9 H PCT
Ptk 22 450 (88%), Muifadsaskthid 18 61 (72%)
Tdh oz, F 72, IFHIMAE & M S 7z 12 Bt PCT
Prtkix 96 (75%), ML 2epe1tid 760 (58%)
Thotz. —J, ABEEETIEHMIE L Bl s hz:
156109 5 PCT Myth (% 6 61 (40%), ILiE5s 26
P86 (53%) T, FEMUMIAE & 51 & L7z 25 4
U PCT B2 1d 20 51 (80%), I i 3% 2 B 11 21
il (84%) TH o7z,

Table 1 PCT & M5O - B4R
PCT iR
ES iz Pk B BEE Bt Bk
kEE MUE 25 22 3 18 7
JefeiigE 12 3 9 5 7
AbeEs  MuliE 15 6 9 8 4
JefeiidgE 25 5 20 4 21
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4. MEEFREDHER PCT (Fig.3)

ABEBE QW IMAE 12 B\ CTRIIE D ) B0 PCT
1£1.843.1ng/ml C, 7% L ® 0.58%0.48 ng/ml
EIREREICEETH 72 (p<0.05).
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Fig. 3 PUAEENS OF R PCT

5. PCTi5t% - Bet4RIEEE (Table 2)

HOMAERE 12 B W GENE 2 PCT Btk - B, At
¥ - ABERNIR L7z, PCT ORI, FkTid
Escherichia coli, Staphylococcus epidermidis 7% 1
B, ABETILE, coli 752l, Klebsiella oxytoca,
Staphylococcus, hominis 7°% 1l TH -7z, T b

Table 2 PCT Btk - BaPER O#E K B

PCT [l (ks PCT &tk fil%k

MRS, aureus
MRSA

4 E, coli 1
2 S, epidermidis 1
S, mitis Grp 1
G-Strepto 1
Aer, hydrohilaG 1
S, pneumoniae 1
Pro, maramilis 1
E, coli 3
K, oxytoca 2

ABEE#E S, epidermidis 1 E, coli 2
E, faecium 2 K, oxytoca 1

S, hominis 1
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The utility of procalcitonin test for the diagnosis of bacterial sepsis

Noriko NisHIyAMA*, Yasushi DoTEUCHI, Sanae NINOMIYA, Makiko OZAKI,
Satoshi TAKAHASHI, Erika MIYATAKE, Masami FUKUNAGA, Satoko TANIMATSU,

Masataka NisHIYAMA, Tsuyoshi MUTA™, Tomoaki Fujisakr™ and Eisuke YokoTA*

*Department of Medical Laboratory, Matsuyama Red Cross Hospital

*“*Department of Internal Medicine, Matsuyama Red Cross Hospital

In this study, the feasibility of rapid procalcitonin (PCT) tests for the diagnosis of bacterial
sepsis was investigated. PCT was more useful than white blood cell (WBC) and C-reactive protein
(CRP) to distinguish bacterial sepsis from other bacterial diseases, systemic inflammatory reaction
syndrome (SIRS) and non-infectious diseases before as well as after antibiotic therapy. The
sensitivity and specificity of PCT in cases with bacterial sepsis were 88% and 75%, respectively.
Early samplings of blood tended to be false negatives and the majority of false positives were non-
bacterial hemophagocytic syndrome. Though elevated PCT dose not always mean bacterial

sepsis, it seems to be better than CRP and WBC to confirm the diagnosis.
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