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The results of the present study raise the
possibility of apoptosis developing in the
presence of ALI/ARDS. Further confirmation,
using specific methods for identifying apoptosis,
is needed to determine whether NMP truly
reflects apoptosis.

Under conditions such as ALI/ARDS the
body may activate its own apoptotic program in
response to various stimuli, such that a cell
triggers its own death and elimination as a
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The procalcitonin level does not elevate
in the serum in deep mycosis
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Abstract . Purpose : Procalcitonin (PCT) is a calcitonin precursor, and there are as yet no
detailed data regarding the significance of serum PCT levels in cases with deep mycotic
infections. We determined the serum PCT, endotoxin (Et), and (1—3)- 8 -D-glucan (f -glucan)
levels

Material and Methods : Number of patients were 15 with deep mycosis. The PCT level was
determined by the chemoluminescence immunoassay. f3-glucan was determined using the f-
Glucan Test WAKO. Endotoxin was determined by the endotoxin-specific Endospesy test

Results : All the patients tested positive for f-glucan in the serum. The PCT level exceeded
02 ng/mL in 7 of the 15 patients. All of these seven patients with deep mycotic infections,
except one, also had mixed bacterial infection; three had mixed infection with Gram-positive
bacteria and the other three had mixed infection with Gram-negative bacteria. All of the
patients who had mixed infection with Gram-negative bacteria tested positive for Et in the
serum. ,

Conclusions : These results suggest that the PCT level in the serum is not increased in
cases with deep mycotic infections, and that when the PCT level does exceed 0.2 ng/mL in

cases with deep mycosis, mixed bacterial infection should be suspected.

Key words : procalcitonin, deep mycosis, f§-glucan

Introduction

Procalcitonin (PCT) is a precursor of the
peptide hormone, calcitonin, and has a molecular
weight of about 13 kD.Y Measurement of the
serum PCT level has been reported to be useful
for the diagnosis of infection and sepsis?™ We
had also reported from a previous study that
determination of the PCT level in the serum is

useful for the diagnosis of infection and
assessment of its severity!® 1,

High levels of PCT in the serum have been
reported in cases with deep mycotic infections
caused by Candida species after liver trans-
plantation,’* ¥ and elevation of the serum PCT
level has also been shown in the presence of

mycotic infection associated with rejection after

Nobuhiro Sato et al: *Department of Critical Care Medicine, Iwate Medical University School of Medicine, 19-1

Uchimaru, Morioka 020-8505, Japan.
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Table 1 Clinical characteristics of patients

Case Age Gender Diagnosis

Culture Et B -glucan PCT

(pg/mL) (pg/mL) (ng/mlL)
1 64 F colon cancer C. albicans , E. coli 125 844 22
2 32 M colon cancer C. albicans 12 1911 <0.1
3 71 F pneumonia C. tropicalis 2.2 357 <0.1
4 68 M pneumonia C. parapsilosis 09 694 <0.1
5 88 F acute pancreatitis C. glabrata 32 587 <0.1
6 68 F peritonitis C. grabrata , MRSA 44 149.3 0.9
7 70 M pneumonia C. glabrata , E. faecalis 16 173.1 04
8 73 M peritonitis C. albicans 0 162 <0.1
9 63 M pneumonia C. albicans , K. faecalis 139 46.2 6.2
10 83 F cholecytitis C. albicans 1.9 3177 02
11 70 F peritonitis C. albicans , K. pneumoniac 142 136.6 18
12 70 F multiple trauma C. albicans , MRSA 38 110.2 <0.1
13 77 M pancreatitis C. parapsilosis, P. aeruginosa 1.1 274 <0.1
14 29 M burn C. albicans 44 64.3 <0.1
15 40 M multiple trauma C. albicans 31 121.3 0.2

Et, endotoxin ; f-glucan , (1—+3)-D- # -glucan ; PCT, procalcitonin

heart transplantation'®. On the other hand, two
case reports have suggested that the PCT level
in the serum does not increase in cases with
serious mycosis!®. We also failed, in one previ-
ous study, to detect any increase in the serum
PCT level in 5 patients with deep mycosis!®.

In this study, we examined the levels of PCT,
endotoxin, a component of Gram-negative
bacteria, and f-(1—3)-D-glucan (f -glucan), a
component of fungi, in the blood of patients with
deep mycosis, and determined whether the
serum level of PCT is indeed increased in cases
with deep mycotic infections.

Subjecis and methods

The study was conducted with the informed
consent of the patients or their family members,
and the approval of the Ethical Committee of
Iwate Medical University.

The subjects were 15 patients with suspected
deep mycosis {8 men and 7 women), with a
mean age of 68 years (age range, 29 to 88 years)
(Table 1).

In all patients, treatment of the infections was
continued by the conventional approach.

Blood specimens were collected in heparini-
zed endotoxin-free syringes and immediately
centrifuged at 3,000 rpm for 40 seconds; the
platelet-rich plasma (PRP) specimens thus
obtained were stored at —80C until determina-
tion.

The PCT level was determined by the che-
moluminescence immunoassay (LUMItest
PCT™, BRAHMS-Diagnostica GmbH, Berlin,
Germany; LUMICO ANALYZER SA-3000,
Nichion, Tokyo, Japan). The limit of determina-
tion was 0.1 ng/mlL.

B -glucan was determined using the f-Glucan
Test WAKO (Wako Pure Chemical Industries,
Ltd., Osaka, Japan). The cutoff level in this
method was 11 pg/mL*".

Endotoxin was determined by the endotoxin-
specific Endospesy test (Seikagaku Corpora-
tion)!? after pretreatment of the plasma by the
new perchloric acid (PCA) method'®. The upper
limit of the normal range was 9.8 pg/mL.
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Case 9. A 63-year-old man developed. pneumonia while undergoing treatment for
cerebral infarction. The patient was referred to us due to worsening of his respiratory
condition. The serum PCT level was 6.2 ng/mL, b-glucan level was 46.2 pg/mlL, and the
Et level was 13.9 pg/mL, all showing increase. C. albicans and Klebsiella pneumoniae
were grown in cultures of a sputum specimen obtained at admission.

Results

Fungus was detected in cultures of specimens
obtained from all patients (Table 1).

The pf-glucan level exceeded 11 pg/mL in all
patients.

The PCT level was below the detection limit
in 8 of the 15 patients, but was greater than 05
ng/mL in 4 patients.

Three of these patients had mixed infection
with Gram-negative bacteria and 1 had mixed
infection with Gram-positive bacteria. All of the
3 patients with mixed Gram-negative bacterial
infection tested positive for Et in the serum.
The patient with mixed Gram-positive bacterial
infection had infection with MRSA, and tested
negative for Et. The PCT level in this patient

was 0.9 ng/mL.

The PCT level was in the range of 0.1 ng/mL
to 0.5 ng/mL in 3 patients. One of these patients
had mixed infection with E. faecalis and one had
mixed infection with MRSA. The remaining
patient did not have mixed bacterial infection
and was infected with C. albicans alone. Among
the 9 patients in whom the serum PCT exceed-
ed 0.1 ng/mL, the aforementioned patient was
the only one with fungus infection alone.

Two typical cases are presented (Figs. 1 and
2).

Discussion
In general, measurement of the serum levels
of interleukin 6 (IL-6) and C-reactive protein
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Case 15. A 40-year-old man sustained injuries in a traffic accident. He had multiple
fractures and pancreatic and duodenal rupture, and was operated upon immediately
after arrival at the hospital. High fever developed on the 8th hospital day. Suture failure
was diagnosed based on various examinations, and the patient was operated upon
again. C. albicans was detected in wound cultures and cultures of arterial blood.

(CRP) as markers of infection is considered
useful, but these marker levels have been
shown to be increased even in cases of trauma
with severe tissue invasion, who have no signs
of infection. Thus, these markers are not highly
specific for infection, and it is difficult to
diagnose the presence of infection based on
serum IL-6 and CRP levels alone.

Under such circumstances, measurement of
PCT in the serum appears to be more useful
than that of CRP, TNF-a and IL-6 for diagnos-
ing bacterial infection and assessing its severity,
although even this parameter is not entirely
specific for the diagnosis of bacterial infection.
According to the results of our study of sepsis,
measurement of the serum PCT level exhibited
a sensitivity of 75% and specificity of 83.3%
when the cutoff level was defined as 2 ng/mL!".
Fleischhack et al. recommended that a serum

level of PCT of 0.5 ng/mL or greater be includ-
ed as a criterion for the diagnosis of Gram-
negative bacteremia®.

Concerning the PCT level in mycotic infec-
tions, elevation of the PCT level has been
reported in many studies'?. Fleischhack et al.
reported that the PCT levels were increased in
9 neutropenic children with systemic fungal
infection, and that the level decreased as the
condition responded to treatment. However,
they suggested that further examination is
necessary to clarify this issue, because the
sample size in this study was rather small®.

Huber et al. reported two immunodeficient
patients with severe fungal infection who did
not exhibit high serum PCT levels!®. One of
them had mixed infection with Aspergillus and
Legionella, in whom the PCT level exceeded 1.0
ng/mL. Therefore, PCT levels appeared not to
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be necessarily low in mixed infections. The
other patient had mixed infection with Candida
albicans (C. albicans) and Staphylococcus aureus,
in whom the serum PCT level was increased to
around 0.3 pg/mL

No definite cutoff levels for PCT have been
described for the diagnosis of deep mycosis.
According to our present study, among the 9
patients with deep mycosis who showed a
serum PCT level exceeding the detection limit,
only one had fungal infection alone, and the
PCT level in this patient was very low (0.2
ng/mL). Among the 7 patients who had a PCT
level of 0.2 ng/mL or higher, 6 had mixed bac-
terial and fungal infection.

All of the 15 patients with deep mycosis
examined in this study tested positive for -
glucan in the serum, supporting the significance
of determination of the serum p-glucan level
for the diagnosis of deep mycotic infections.
Furthermore, all of the patients with mixed
Gram-negative bacterial infection also tested
positive for Et by the endotoxin-specific method.

These results indicate that the PCT level in
the serum scarcely increases in cases with deep
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mycosis, and the cutoff level can be defined as
around 0.2 ng/mL.

Elevation of the serum PCT level in cases of
deep mycotic infections appears to be attribu-
table to stimulation of various cells, including
macrophages, by Gram-negative or Gram-
positive bacteria. These findings suggest that in
cases of suspected infection, combined determi-
nation of the serum PCT, Et and f-glucan
levels would enable differentiation of bacterial
infection from mycotic infection.

In the future, the relationship between the
serum PCT level and the presence of different
types of infections should be examined using a
larger sample size. The sensitivity and specif-
icity of PCT determination for the diagnosis of
infection, and the cells producing PCT must be
examined in greater detail.
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E3=

IYFMFVVMELY R L-BIESRSEERE
FEBEEED 1 5123+ L TPolymyxin-B immobilized fiber-
direct hemoperfusion (PMX-DHP) #* T L,
matrix metalloproteinase-1 (MMP-1) (22D THET L
7=.

FEFHISOE A D BER TEROMBOREI2ICL
LEMLEY: S 3 v 7 &8 L7:. PMX-DHPREATRITR
Hxv ¥ +F Y, tumor necrosis factor «  (TNF-

@), MMP-1, tissue inhibitor of metalloproteinase-1
(TIMP-1) fE+#EBMCHEL, BELOPEDIZD
WTRRET L 7o,
PMX-DHPREITICL b, APV F I3 vt
BEEh, SHILEAOEMERTORENIR S,
REOYEFREONIERN L Bbh/. 2, TIMP-
1/MMP-11t & PaOo/FiO2 L D B4R & ) MMP-1ASFR0%
EREICES LTWATREE b R S iz,

Key words : endotoxemia, MODS, MMP-1I, TIMP-1, PMX-DHP

L EU®IC

Hfast~ b1 v 7 X (extracellular matrix;
ECM) ZMEOMIg = B & C REWHE T,
aF =Y, LITAF Ui KM v
g, TaFF I h v EOEEEE, il
BEREDTATUARIF v, FI2URE
DY N R EPORHERENTYS, Mk
THERE L & b ICMils o asE, Sk, BEL
EOMIBRERFFIC MBS L Twa En
bhal 2 fifas< Y v 7 ADOERL
SHRTHECHB I TEBY, ENBLUE
B 7 BRE I SERBITE T L.

ECMO RIS 4 2BRES< MY v
7 AA&¥na 705 F—+ (matrix
metalloproteinases; MMPs) T, L% { ®
MMPHHRRENTETWAEY ., MMPsONE

Hof ey —bFLEL, tissue inhibitor
of metalloproteinase (TIMP) &It Tw
5. TIMP-1, TIMP-27% CEHEENFEE SN
TBY, WFROIMMPOEH 25 { FRET
L. HEIZBITHMMP ETIMPD NS ¥ A0S,
RIERIE 2 E DIRFEIC BT 5 MBkR0E L 7
CEELTWwAEEZONDY,

FLix, TN T CBILEMacute
respiratory distress syndrome (ARDS) %
FEEMMP-1& DERBRICOVWTHEL T&
A5 8 AmEN, BIMENS BN SER
Ho 1o LT, PMX-DHPZ /1T L, ¥%
ROELEMEs~ b ) vy 7 2AD—D2TH 5
MMP-LZ DWW THRET L 72D THRET 5.
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$21. SIRS,DICA 2 7,SOFAR 2 7 DEEAL
7TH 22 23 24 25 26 27 28 29 30 31H

# B (C) 35.4 37.2 37.8 38 38.1 38.4 378 37.7 36.9 37
LFEE (143) 122 114 102 100 92 90 84 88 84 86
R (5) 26 22 21 20 20 18 19 20 18 18
HIMERE (/mm3) 3200 4600 5700 10300 12400 11700 12400 10800 11300 10200
MMREE (X 10%mm?) 32 46 58 98 144 136 178 201 222 220
FDP (y g/ml) 26.3 18.2 124 8.6 7.2 6.6 3.1 3.2

PTH 1.78 1.63 1.39 1.13 1.07 1.02 1.01 1.02

PRI 123 156 268 292 302 280 342 356 340 366
Y E Y (mg/dL) 9.7 7.2 55 5 42 3.1 2.8 3.2 3.3 2.6
F=733 > (ug/kg - min) 12 12 10 7 7 7 5 5 5 3

GCS 8 10 13 15 15 15 15 15 15 15
7VT7F=r (mg/dl) 6.7 7.7 6.8 6.3 7.3 4.6 3.8 3.3 2.8 3.1

SIRSIEH # 4 2 2 1 3 1 1 0 0 0

DICAa7 8 5 5 1 0 0 0

SOFAZX a7 19 18 14 13 11 10 7 6 6 4

GCS : Glasgow Coma Score
L. 5 & . &

T|MLE, ~X) iMooy FrF v
=DV YT TERENITo 7. BEEED
123,000 rpm, 40BICTELL T, MEEE
THI%E £ T80 TR L7-.

IYRMEY VRV F MY VBERENE
BEFEICTHEL, = F MY VMfER
LlpgmiPlE& L727,

MMP-1, TIMP-1iZVv>§ 1 b enzyme-linked -

immunosorbent assay (ELISA) (Amersham,
Buckinghamshire, UK) Ti#llzE L 7. MMP-1
DMERRFIZL ngmITH Y, BEEITHE
RFLLTTH o7, TIMP-1DHIERFRIZ
1.25ng/mIT&H H, IEHAEIZI37+33ng/mlT
Hoiz.

tumor necrosis factor ¢ (TNF-«) %
ELISA (Medogenix, Fleurus, Belgium) Tl
ELZ., FOWERFIL3 pg/mlTH o 72,
M OERFALREDIRIE & L CiE, PaO2/FIO2M:
(P/FI) #H 7. Disseminated
intravascular coagulation (DIC) lZ&H]
DICEWiZ#E® %, EEFEOKEZEL LTI
SOFAR a7 9 %7z,

HHEI B4R I ZPearson D & VY, p<0.05T
BFEEHH L L.

FEG] . 50RE R, B

B (Rt d_&b ok L.

PRIR#EEE C 7TH18H, BRI L TELRH
AT, REZEERS AT, MR LEaT L. 2
2 HICABBEEAPS Y a vy ZIRELRY
Wk hol, FL—rhbkBOHIMZER
D7z BEARIIC Y U TEFRNE BT L.
T ZHRB RIS OREEREDH ) BIRE O H
Mm%, EELMEITo7.

S OMmE - 5E - SIRSEHZ%, DICA
J7fE, BLUSOFAR I 7 OHERITFLIC
AT, 22HOBEEEAODICA 271X 8 A,
SOFAA I TIX19TH b, HIMEXEZESEA
EREBEHORETH - /2.

MR OMEEFOL Y FFF3 AEA12.4
pg/mle FR L TW220T, #HifeEHIZPMX-
DHP# 4T L7z, 11, 12HIZ, 28R OPMX-
DHP# —HMEFT L, 24HICE M EL > F
¥ ¥ E130.8 pg/mlE TIRTF L72.

PMX-DHPIZ X AII#EHF DL F FF ¥
EDEKT & & 512, TNF-«, MMP-1fED %
HRET ALNL (K1), —F, TIMP-1
EIZIEKRELREIIZA LN 2o/, =/ F
FETUERIEGUDETIELDBERERTF DK
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80 1 P/F ’ - 80
300 O o\\\g,jﬂ_A__‘ K
S 60 L el pay 60 S
o0 | = LS TIMP-1/MMP-1 =
a % ! gz_'_
Z 407 . 40 2
100 1 © . MMP-1
201 - 50
0 0 S S
7R 22 23 24 25 26 27 28 28 30 31 H
2. ¥EHOMMP-1, TIMP-I/MMP-11t L PR DR
Ty, SOFAR I T DEENA LN, 25 v. £ £

HIZIIDICH S b#ER L7z (£ 1).

X2 12iE, 7TE22H2531H £ TOMMP-1
i, TIMP-1/MMP-1lt & P/FILO#ERZRT.
Z OB OMMP-1E & P/FIIICIZB DR
F R HBEEGRA LN (r=—0.8462, p<
0.0087). F7-, TIMP-1/MMP-1!t & P/FHIE
CREELREOHBEGEALNT (r=
0.8825, p<0.0002).

MMP-11E & TNF- o« fEf (213 H E OB H
AR 6N (r=0.8967, p<0.0001)).
MMP-1E & TIMP- 1B 1138 & % AH B B4R
abndorz (r=01064, p=0.6440).

F 41k, 2T TPMX-DHP% HifT$ 5 2
CWEWVBEREROEEFBONDLI L &,
IV R E Y UKL R RERTFOZE
DEEH HHE LT &2,

ECMiZa s —#>, Fust s h i
FHELDBEARS OB ENLY, Thb
DSBS T A AT 7T 7 — BBk
LCMMPE I TV 5. MMP-1ICIZRIE
a5 4+ —+¥ (MMP-1), 72kDa% 1 71V
S+ —¥ (55— HEA, MMP-2),
92Kda¥ {4 FIVas s +—¥ (a55F—+E
B, MMP-9), AT X543 (MMP-3)
HENH B, B, BEEMMP (MT1-MMP,
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MT2-MMP) % EBFERENT WS Y,

ECMPSHIBERE /A 577 v L iES
T A5 LN L o THERITEMIZIZ D ) MMP-
1 EDY YT EERIITONBEDS, 0
BFMIZERBIIIEAEDI s TV R,
MMPOBERZWEHIISH 2 BERBEINT
ETWED, EERIZBIT2BEIzo>wTid
TETHLREDTE V., EANTOBEEED
HEINL, BIEFLANVTOERRL, W
TOEMAL, SOCBERERFICLIEE
HWLRBREEORFI D), BOTEETH
5.

BIEFLARVTOERIL, REOY 1 by
A X BRAEY, MFEIRRE L B ETFiEE
VAW TEIFTWBS D g L ops
MIEZAREICHEETL L, BEAM 7 + 2
74 JIN=Y CHFEEDS SN VIEEAIKIR
ENBL, ELAEYVT7IVT) 0 —udH
VULAFEEBIITUATFA FF—EC
BIELL, TRICIVEERTTH be-
fos& c-junDBEIEHAFHEHREINL, ThiCL D
A U /ze-fos &cjun®DiEEE (AP-1) 284
R 70 E— & —FEIROBHFIE IS L,
AT T —EBETFOEER{EHET S,

MR COMBEN S BRI, IhB LY
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—7, MBHEROHESY > 37 TH 2
TIMPIE, 255 F—¥, ¥59FF—¥, 2
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TIMP S #EAESF ML % & /2% { DMMPE
A CERSRE. 20X ) IZTIMPIE
MMP& R CHIlE CAERINSL Z &, MMP&
BMEPBENZ L 25, M+ TOMMPE
HORMICEELBEFHELTVAbDER
bh s,

INFTH LI, BMAEMARDSS ¢, &

I B ERGER ORFEE L M OMMP-1&
DERIZOVTEHRE L TE /2. ARDSEEZED
FEXBEEW (broncoalveolar lavage fluid;
BAL) FOMMP-1EIZOWTIL, EEEY K
M55 L OWEHNDH B HP, ARDSE D
MMP-1& OBIRIZ DOV T OE TR 2\,
—77, MiOECMD S BT CHEA &
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HEDILT Ay — ¥ EOWEIEE L T
bewvbhTna?,

FFEBN B TIZP/FE & MMP-1f1C 13 &
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%7z, TIMP-1/MMP-1 H i3 005 R E 558 13
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a EMMP-1¢ O RBIZIZIE DA BRI D
bhZ & XY, MMP-1ZE4 IZTNF- « 7°E8 5
LTWABIZENEZ S,

4@, 2 RBOPMX-DHPHifTIZ X Y, DIC
20O, MBE{LEOREF I LD T
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m &l
PMX-DHP fifThE D IL-18 & sFas OFReT

SHBF GEHEEE IEHERE BB F
MiERHE &K FT NEEBEE EREE
® B

PMX-DHP fifTic &Y, =¥ F b+ fE13 8.8+14.7 pg/mL 5 4.3:10.2 pg/mL
iz, TNF-a {Ei3 113.4£126.4 pg/mL » & 86.9+110.0 pg/mL &, IL-18{&i% 120.2+
116.4 pg/mL & 84.1+78.0 pg/mL 1z, 1L-12 % 49.1+52.7pg/mL » & 34.2+30.1
pg/mL iZ sFasfH ik 97.41+109.9ng/mL 5 43.1%£33.8ng/mL it bET L7,
IL-18, sFas 8 & U TNF-a Tz b EBEOHEREFRLN A 5 iz, PMX-DHP

i, TV FIFFYrREUDEL, BrouERTR2EREAT ZABENTIRE L,
5228 |FSE : PMX-DHP, IL-18, IL-12, sFas, TNF-«

T L ®IC

Propionibacterium acnes (P. acnes) DNEICE
PHIE S Ui~ v X2 & O lipopolysaccharide
(LPS) #5733 &, M interleukin 12 (IL-
12) 387 5 interferon y (IFN-y) ELFHEE
FoEL I N, Zhd interleukin 18 (IL-18) &
FEFRE D Z Wk olz, bhibiid, 3 Tk
ETIL-18 8 LR L, BEE L IL-IBEMZEED
FRERAEM A SN D T LT DWW THRE L7223,

Fas ligand (FasL) & tumor necrosis factor
family (TNF family) @3 % HEDOEEH T, Fas
AT 5 i & VIR apoptosis 2FHE Y 5
BEBER TR o T 545, soluble Fas (sFas) »3§iflas
B Fas & ligand DEE%2HE TS LT, &k
apoptosis I X > THREIN 2 NEMESEE L
7, O EMRBOFERO—DERZ>TWEDT
FlhnhdFEz 5NTWBES T TRbhbiig,
sFas 2 BUMEM S BB rSEERRIC LR T3 2
ELHELTWBT,

%7z, BINESRZEENSERBFTIRIL-18 &
sFas 8 FR UIRBOEERE 2 L (KL TWw3 Z
EbFELS

4, BrifEEE o LT PMX-DHP % 2 Frf
BT LZ v Fr*yy, IL-18, IL-12, sFas B U
tumor necrosis factor « (TNF-a) {EOZE{LICD
WTRET L7z,

I. M&EELUFHE

AR, BED D WIIBBEORE, SEELE
Bredbil, BEFERRZREEZESOERELZET
To7,

WNBROWERFRIER1LCRT 21HITH 5, Fhpix
T 68.4 5% (B 134, 184K ThHoln
APACHE-IIZAa7#317.8, SOFA A2 7»7.9T
Holz,

BufniE D2 ik ACCP-SCCM  Consensus Con-
ference DEHEW L 5 72%

PMX-DHP i3 2 BTV, Fifnix PMX-DHP }E
THRREN ERTERRITY, MEXHEE T

* BEFEMRZESRRAEEHE (T 020-8505 HFEREMATANL 19-1)
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PMX-DHP f{TH: D IL-18 & sFas O&ET

% 1 PMX-DHPHE{FRiO ¥ R +F v, TNF-a, IL-18, IL-12, sFas

VELDY el [ESEE
¥ bF¥y TNF-a 1L-18 I1L-12 sFas
e 0.1876  0.0254  0.0493 0.2120
T FbhEyy 0.4150 09128 0.8318 0.3562
. 0.7300  0.7104 0.3684
TNF-« 0.0002 <0.0001 0.0164
. 0.6703  0.4036
IL-18 20.0001  0.0080
- 0.4775
IL-12 0.0286
sFas
r value
p value
(pg/mL) (pg/mL)
>0.05 05
70 - p>0.0! 600 - . p>0.0! ,
60 - O
500 -
@
50 |
400 4
g 0]
g 0 N
° . 300 4 &
& 30 & @
') ]
” 200 - @
O @ g 170
o 108 E_
10 - — 113 100
7.2 -0~
11
jem=== 8- g==n== 1 0
ey c+icd U ek it FEURE
(n=17) (n=4) (n=17) (n=4)
1 PMX-DHP MiffROHTE L 4B T 2 PMX-DHP MiffBORTH L EERD
AR B TNF-a {&
—80°CleTHRELZ. X Pearson O Z AW, Wihd p<0.056 TEEE

IV R MY UEOHEIERT VN Y VRN
REREETToY% TV F MY VIFEDD v
NA 7 fE1k 1.1 pg/mL TH %, IL-18 i¥ enzyme-
linked immunosorbent assay (ELISA) (MBL, #
HE, HE) THELT, IL-18 ORI 12.5
pg/mL TH-oiz, IL-12, TNF-a % ELISA (g
b BIOSOURCE, Camarillo, USA) TH#IE L7z,
ZOHIEBRIZFhFh 2 pg/mL, 6 pg/mL TH-
7o sFas & ELISA (MBL, £&iH5E, HA) THIE
LTzo FOHEIERAE, 0.5ng/mL THoTe,

HEZIEO W Wilcoxon O, HHEAER

B0k Lz,
o &% =R

PMX-DHP fifT#0 = v F M 3 ¥V VERERFR
10.5+15.9pg/mL, FET & ¢ 1.3+£1.0pg/mL
LEERTEEOERCR Do TERERA LN
otz (p=0.275) (B1).

PMX-DHP {517 % ® TNF-o fE X SE T B T
169.8+219.0 pg/mL, 4 77 #f < 108.1+£98.3 pg/
mL LR TEBETR D LIERERA A ONE
Mmootz (p=0.6302) (E2),
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