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A BE L7z, 3BE L 72 C. perfringens & A. hydrophila
group = EHE B MBI ZFNZAER L, BE Lok
R, C. perfringens % A L 72K CTHAIM %2 5200 72,
CORER L) REIOE LW IME N ML C. perfrin-
gens (X o THEEINZEEZ BN,

C. perfringens MUIMLE X BIBE D IEH 12 85 &k
JET, R CIICE L 720, WOREFRERE T
fFo T 6 OMETITRMm LEZV. BERGO7:
DIITBEOWMAEL X URHR L RMWICHIZT 234
A NI & HIWT L, BUERT A7 a v b
= (PCT) O LA %O C perfringens

LR A
R R S

e
mH EET

(EVINEE VS (7 S YN
el 4t [N
PaIl B HAa o &
HH I

MIME L HEET LI EDNEETH L. BREEREN
FEIZHIE L, RRICEMI(EZ 5 2 & TREZHT -
ERICEBLL, B Eo—&E2Hn 2w T
H5b.

iU &I

Clostridium  perfringens (X3RRI O 14 B
SR CHIERLI 72 EORER )L AT
HEEHIZ, v MREW A E DR E N TIEEM
WHFEARER L TWwaY, 4, HREETEEIC
B % C. perfringens &G TIFFMEE AT A B,
EEEMAE R L, ERHECIIZE 2 BHER O]
EHOHIML TV 5.

Aelnl, K41 C perfringens WUMAEIZ £ 0 #L L
WIMEWNELZ RS L, R TRE L2 ER
ZAREER L 72D T, HTOLEIEE N2 i
5.

fiE Bl

B 4R, B

EOFF

PRAREE © 8=y 7 g (WAREHES) . EiE 7z
L.

BUREE - 2008 4£ 8 A, et phic THEAT B IS
A L PR ) Bl & fAT. Aivik, S (77—



62

W FATUN - FTITINAY T L) FHCTH
bt 2 47 > 7275, 2010 45 8 H, F3s % iR
D%, 201242 AT, OS], QA1) /77
Y, VATIFY, @) FREN, OFEF X
LIV DIETILFHEEZEAL, BFE LML Tw
72, 20124E3 A 17T HOREIX ) G %272, T
10 BEIZ U BEx 22 L, BaAbEE o7z,
ABERERT 5L - BERRIE I, R 37.6C, JIR# 86 Il
/4y (3%), MF 110/67 mmHg, JEERAT B C a5t
LA S 22Tl o 7255, BRI IETR 2 filvi LE
i w 5RO 7z, MEMRA CEEE O &I & M/ O 3,
A, CRP OHEEEED b % R 72 DAY, Mk
IZELE & RO (Tablel).

Table 1 MASHE (ABER)

WwecC £ x10%ul CK 18 uA

RBC 42 =10 ul CK-MB 30 UA

Hb 119 g/l ALD 4 U/l

Ht 371 % HUOEY 24 ngdml
Pit 137 x10%ul BUN 112 mg/dl
TP 67  gfd Cre 069  mg/dl
T. Bil 04  medd Ma 143 mEq/
D. Bil 01 mefd K 41 mEa/l
AST 64 U/ Gl 105 mEa/l
ALT 29 us CRP 413 mg/dl
LDH 258 U/ PCT 016  ng/ml

BRI AR, ABR7 vy =)o L
VERIC & BSEIRALE 4T o 7. B HICIEFRT 10 B
B, 250 E%ED, £100ml o (F 2
OIIFAE) &RL, FRHIRIEOWKZED 7.
& i 132 36.8C, PR #1290 [|l/43, I FE 1 80/55
mmHg ST L TW/z72%, Ei#iGH TR H L
BATL W RETH o7z, IEFEH, 7 7)) »(CEZ)
lg 25 h- s 7z78, 18 WL, S Bkl N
WO %588, Kbed 58 32 Refi f2, s &
%710 BRI KIR S 7z,

ABEE 0 AL 4 (Table2) @ ABE# H 3 H R
M FHE L7205, WInGmEmsesE L Twz ik
MEk% 310x10%/ul, Hb 9.8 g/dl, Ht31.5% &, A
BelRe |2 B O HEST 2 7880, SR TP Ro {IF
AD KR FEOERIRRIMER % S EGD 7. F
7z, T.Bil13.5mg/dl, D.Bil7.3mg/dl, AST 197
U/, ALT41U/1, LDH2,298U/1, ALD31U/I,
K 6.1 mEq/l ¥z 7z, HEFLZ7 v 71) Vi

Table 2 HAE (Ak#H)

WBC 1204 x10°4  CK 348 UA Fib 296  mg/dl
RBC 310 %104 CK-MB 55 U/ AT 18 %

Hb 98 g/dl ALD 31U FDP 544 pgiml
Ht 315 % ooy 975 ngfml DF43— W06 weml
Pie 208 x10%u  BUN 450 mg/dl pH 7.301

T. Bil 138 mgsdl Cre 228 mgsdl PGO: 324 mmHg
D. Bil 73 mg/d K 61  mEg/l PO, 913 mmHg
AST 197 U CRP 1475 mg/dl HGO: 155 mmel/l
ALT 41 U/ PCT 61.58 ng/ml EEFyTLEE Bt
LDH 2208 U PT 454 % L O Btk
CK 348 U/ APTT 378 B

B, W7o 7) YEBITE D ICBRETH S 2.
FIfER % 129. 4 X 102/ul 3 £ U° CRP 14. 75 mg/dl &
ABERFIZIERBIEFT RS2 8 LA L, PCT %
61.58 ng/ml & FWHEETH > 72, PT45.4%, AT
16%, FDP54.4 ug/ml & &k %% % 32, DIC %
BRI L Tz (B DIC 227 54). CK348U
/NBXUIF 7B VY »975ng/ml, CK-MB55U/]
EERER - OB OB, BUN 45. 0 mg/dl,
Cre2.28 mg/dl & B BED KT % 328, ML 7 A
MeAr T, pH7.301, E jx Bk 15. 5 mmol/1 & M
7Y R=YATHo7. Fig. 112, LB EEH (T,
Bil, DBil, LDH, Hb) ® ARk B X FAKREH D
B ERT.
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DEHRBEHRERTIII NS ME 2R TE 2o
7205, IXLOO 2B, SHEAREEICBWTRE
MZzR$TRKED 7T NG VERRE Z 758 L, Api20A
(YARX Y 7 A-ELF A avt) HWTC
perfringens EFE L7z, T4 A7 FIZ & B IEHEZ
PERARIE TR Z /R L72 (Table3). f5%:
BIIBMETH o 72, MK PV TOREBRA L 2
v b FARMUVRLA X 77—k, U0
I, BEMA RS 77 LSRR % 558 L, Neg
2 v R84V 6.11] (SIEMENS L) % H v T
Aeromonas hydrophila group &[5 L7z, =k
TR & 2 FH R TIE T v E2 ) DA
IZIEETEZETH o7 (Table3). FN K bvid
FEET, C perfringens \353BES e o 72,

Table 3  FHEHIEZ AR

Clostridium perfringens Aeromonas hydrophila group
gag BLAE g ®HE  MIC HE
PIPG 34 S ABPC >16 NA
CMZ 32 S PIPC <8 MNA
FMOX 21 S CEZ <4 £
IPM N s CTX <8 S
EM 33 s CAZ <1 S
CLDM 15 S CPR <8 NA
LVFX 22 S CMzZ <4 NA
CTRX 21 S IPM 2 S
ASS 32 s A/C 16 I
MING 26 S AMK 8 S
GM <1 S
LVFX <1 S

M FERE | X 2 iR HER © BE M S 55 HE
L 7z C. perfringens & A. hydrophila group % H \»
T, WINOHAFGE OB L WEMEG SRS L7
Mz i 1 AR EI AN RE A
731) 2 NLE 6 ml 12, McFarland # FE 0. 5 12 34 %
L7=Wi % 200 ul Mz, C. perfringens \LHEE5G2E,
A. hydrophila  group \X #f & K5 #& % 47 \», AST,
LDH, ALD @ 33H H % #% f i, #% %24, 36, 48
el ZllE L7z, RAEKEZEE L2002 tnE
NIEMEXIE & L, C perfringens \$BER AR & 4.
hydrophila group |IUF50e R & G L 72, 20
K, C. perfringens \XFETERTHR & Fo-X, M 1% 48
FEf T AST 3.4 15, LDH4.6%5, ALD3.8f%I2 k
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A L7z, —H, A hydrophila group TlEiZ& ALY L
FixRosnZro7: (Fig.2).
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HY, I o BRIEIRAR) N CHEEEAT 1
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5, PR 2 SE R 2 R L 72, L L,
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7z. —7, CBCMADBEREEKG M TR % i
BT E Lo 725, PCT #761.58 ng/ml & & fifi %
IRL72ZED D, C perfringens MU A3 i b &t D
N5 ez TFHEEICEKLZ BEHIZCEZLg s
BE SN, BEITERDEAL LkEE X 0 £ 32
BEf CILLC L7z, STk, CBCBRADEIEDS C
perfringens 7%, IMEEEER b IV 513 A hydrophila
group 233 B S 7z,

ABIOFEMOIER 2 50T 5700, MEEE
WX B @EIMmERARZIT- 72, Fig. 21IR L7249
\Z C. perfringens % FAH L 72 MR CIIFEAE 48 RpfH] %
AST, LDH, ALD TxfHIZH~R3EL Lo EE%
RL, WIEFED7z. —7, A hydrophila group T
EEIMIEEED N po Ttz REIOTREINE L U,
B - O~ — 5 — D L5FX C perfringens DS
5 aBEROBGIRIRING.

A4 DT o 72 IEIMEE C. perfiingens BRIMAE D L
BRI SR CLIAIRIZ BT 59 Bl D5 2SR S L7z
(Table4 ). JETC#1L81.4% (48 %) LA TH
{, EBRENPSIET T TORR X 6 K LUA A 48 1
W23 B0 (47.9%), 24 W LI 39 %1 (81.3%)
THholz. RIS KB 32 KM, sy 10
MCTIICES>TWD, Tz, &Sz 59 6l 47
Bl (79.7%) DHEFEREELRAELTBY, EkEE
A9 B (32.2%), HERHFEAY 1561 (25.4%), w&Eifl
FEAY10 61 (16.9%), M EA 9Bl (15.3%) T

Table4d ARIRIZBVT S Clostridium  perfringens W ILAE
e ofisr (59 61)

B 814 %
ERMSELTET

GEEIE IO 479 %
24B5R LI 813 %
EREBREE 797 %
EMES 322 %
R 7 254 %
=mE 169 %
i #E & 153 %
ERPRAT R

Free air 729 %
#H 305 %
il 390 %
WmEMR

MEREL 746 %

EEZFRICIOEAMER 186 %

WILARHFEERE H3TE 1%

Hode. FEUEIERG MR EEEI L CEENE, R
JERBEDIT DT, ALFIRER N O REEESS 12
Lo THILERELEE SN, BEOFERTH
B WSEER DSPIIR & A LI NMRA LB\ 72 &3
ZOND. F72, PERWGR &MU B (&G i g
DT, M/NMEREIC X 2RI TREELZ 7| X6
372097 BREGVER A LS WERE L W2 5.
AL BREIEICLY, 17 HF Tl 2 1T
LTw/aZ ek, BE XD C perfringens H3 1L
NMEALRTWIRETH o 72 LM S B, BRI
RAZ D W T JE WE N Free  air 13 59 5] /43 {5
(72.9%). # JE 13 1861 (30.5%), I KR 1% 23 B
(39.0%) TRROLNTEY, KEIDEIKRFTR & L
THHEZ RO Tz, SO Ehs, HEMTOME
FEN @ Free air OB, #H, MROFEHB LT
H#ATIX C. perfringens [EALIE @ 5t ) HENFTH 5
EWvz A F 7z, M E W E M X596 44 B
(74.6%) TROHDLH OO, EHFEIRERCTHIR %
ERECE7-DIE 1160 (18.6%) LK<, ARHIHHE
BEREEARTIR MR T 2L TE o/l
Eps, PCTED EA % 2F |2 HUME % i E T %
CELHEETHLLEEZ LN

C. perfringens FEIMUAE (X BICZE D JEHT 12 585\ kG
JET, BEIIERMTRICELZ NS, HORHE
[ EMAEZ R T O OWE TIIR LIB2 . &
BRET D72 OIITEZ OBE S XL KR 2 HRIZH
W29 B A MAFLRAY 1) IS I & IR L
2) MM fERT R PCT ® LA #7261 C
perfringens WUME EHEET 5 Z EDEETH H & W
2 5. C. perfringens D5 —HERIETH L R=2)
COREERGICIVHGTELRED D B2
DY HRBIIMRAR R MR L, HEIZE
fC(ER 2 2 8T, BN - BRICEBL, AE
ORI EDO— R 2 HN 2 D TH 5.

X 73
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2003.

2) W BT PR A 5 B A W 2 B PR M
0 RS, R 10 201-235, 2005,
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FEBIREAE IC B 5 2 0F%8. H M S HERE 61 1 367-379,
2006.
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A Study of Clostridium Perfringens Fulminant Infection Complicated
by Severely Intravascular Hemolysis

Yasushi Doteuchr®, Masami FUKUNAGA, Takahiro SuciHARA, Satoshi TAKAHASHI,
Makiko Ozaki, Noriko NisHivyama, Satoko TANIMATSU, Masataka NISHIYAMA,
Takeshi Suiraisur*, Kanzi Matsur* and Eisuke YokoTa

*Department of Clinical Laboratory, Matsuyama Red Cross Hospital

“*Department of Surgery, Matsuyama Red Cross Hospital

It is an emergency clinical case of death demonstrated with Clostridium perfringens induced
intravascular hemolysis. A 4l-year-old male, who had received chemotherapy for his gastric
cancer recurrence until a month before. He was seen in the Matsuyama Red Cross Hospital
(MRCH) because of a stomachache, and receive a diagnosis of cancer pain progression and was
immediately hospitalized in MRCH. Laboratory test was normal level on admission, but it was
abnormal level the next day. He had severe cases such as hematemesis, jaundice, worsened
rapidly and he died about 32 hours since he has arrived at MRCH. Three successive blood
sample tests all showed severe hemolysis. With the bacteriological testing made on the patient,
the C. perfringens was isolated from the CBC sample, and the Aeromonas hydrophila group from the
blood culture, or aerophile bottle. Both C. perfiingens and A. hydrophila group isolated were
separately inoculated and cultivated in the blood sample of healthy persons. We therefore
concluded that the acute intravascular hemolysis in this patient case was mostly induced by the C.
perfringens.

C. perfringens sepsis is infection very high fatality rate, and progress to death in a short time.
Therefore, we have no time waiting bacterial identification to saving life. It is important for
saving life that medical technologist figures out if intravascular hemolysis, and we estimate C.
perfringens sepsis, if procalcitonin (PCT) rose. We should make a contribution by describe
laboratory results accurately and rapidly to the doctor which leads to earlier diagnosis and early

treatment.

Matsuyama R. C. Hosp. J. Med. 37(1); 61~66, 2012



