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=Abstract=

Definition of spontaneous bacterial peritomtis 1s the inflammation of the peritoneum
1in which no primary focus of infection 1s evident.

Spontaneous bacterial peritonitis 1s a serious and sometimes fatal complication in
cirrhotic patients, therefore earlier detection and appropriate treatment are important
for good outcome But clinical significance and prognosis of Culture Negative
Neutrocytic Ascites in cirrhotic patients 1s controversial In our study, climical and
bacteriological features and prognosis were analyzed in both 20 cirrhotic patients
with culture positive bacterial peritonitis and 57 cirrhotic patients with ascitic flud
polymorphonuclear count greater than 250cells/mr’, negative Ascites fluid culture and
negative symptom. On admussion there were no significant difference between two
groups related to age, sex, symptom, transaminase level, serum bilirubin, serum
creatinine and polymorphonuclear leukocytes count, glucose, protemn in ascitic fluid
except serum albumin There was also no difference 1in in—hospital mortality But, 1n
comparnision of survival group and non-survival group, high score of Child's
classification and more complication was noted 1n non—survival group

In conclusion, the spontaneous bacterial peritonitis and culture negative neutrocytic
ascites were variants of the same disease and prognosis of spontaneous bacterial
peritonitis dose not depend on either positive result or negative result of the culture
but depends on the severity of cirrhosis itself 1n spontaneous bacterial peritonitis

patients
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sl s, Bapule) AN EE deolr ) 93
Hat whlef W o] 9 wMgal o 23]
pHE F43}sict

T kS 1996 287 E 12971 = 2E
35l E4= w9 (Conventional method)S
Alegslelan 19979 1YF el H o afjof wll =]
H(blood culture method)& Al ¥3tF e} &
F316 Ea wf by S HARE Eo 10mLE
3.000rpm 2= 2087 94) Eejste] 21 A
5 5% Wk o] Tl AA (o}AHA|
oF 3+, 5ml thioglycholate media(BBL
) 2 #H7)Ad Al wier8- A3 anaerobic
blood agar(Zgje}d|t]o}h) of] HEF3}5ict

Holuf oF vz H-2 A AL H4o8-g 3hate]
el A A4 ol wfekg wix] Q) Standard
10 Aerobic/F % Standard 10 Anaerobic
/F ¥}z (Batec, Becton, Dickson Co USA
Yol AJE£38}4l 31 Batec 9240(Batec, Becton,
Dickson Co USA) wjF7] oA Ald-& F4
AlA Felstgl i AEx A7) A= 35T,
5% CO2 37| 48417} v ksl A vid 5
Al o 25 sl 3714 A s $
g w2 = 3714 AR} (Forma Scientific,
Maretta, Ohio)%-2} 35C 8-&7] ] 48]}
wok ¥ SA 55 FHabstich s Al
o) FAL O ANz AstEA A 4
API(Analytical Profile Index)Kit% =4

A Al Bebed e ARVES 1) B

3
wfekel| A Wto] FAE 3) HbA
AZG, 239 o o E Lol ge
7352 A o)stsich(Bobadilla et al, 1989 R—
unyon BA 1990).

ekd FAMNEA] B4o) Adr|E2 1)
B0 o}y 3 iy 247} 250cells/mr 0] A4
o] 31 2) whFF Aol A o] FAEA] o,
3) B7F ) ohE 7Heide] glam, 4) e
FAA| ALg-o] W o] 9= A2 ik
3] 2], 1989; Bhura et al, 1994)

%2)

3) gAHA

ZE 7152 AEE dotiy] 3] AST (As-
partate aminotransferase), ALT(Alani-
ne amino transferase), 9&]F4, PT(Pr-
othrombin Time), ¢#31-& SAstg i o
Wl A A sl MAT s} Y
2 5318 ol

4) SAEH Wy

A tA o] FAREA-E SPSS for windo—
ws Release 6 0(SPSS Inc, USA)& 4143}
A3 FEAEL B EEHAE FY)3H
o} T 7 Abo] 2] ¥ i student's teste} C—
hi squre testE ©] 8§39 7 A F2) 42
PZ}e] 0 05% 71&2-8 3h5ict.

4 a}

A AL B o] 434 (55.8%) & M &
9r31 38T ol Ake] ko] 189(23 3%), B-ell
B nbo] 5¢(6.4%), A Al 4 ¢F7}o]
341(3.8%), 71 Aot 732 A7} 340
(38%)%F et 2173HFe] el By ko]
401 (51 9%)E 7} W ¢F o] 214
(27 3%), % Z2% 7397+ 129015 6%), CH
7redo] 4401(5.2%) <= °] ek (Table 1)



H4E U EF VAN LB AFY Beheds o FHATY Bl vz

- 451 -

Table 1. Comparison of Clhinical Data between SBP and CNNA

SBP(n=20) CNNAn=57) P-value
Age 577106 509+11.8 NS
Sex(M : F) 155 44 :13 NS
Abdominal pain 12 31 NS
Fever 4 14 NS
Abdominal distension 2 3 NS
General weakness 1 2 NS
Mental change 1 2 NS
Encephalopathy 7 23 NS
Gastromtestinal bleeding 1 4 NS
Hepatorenal syndrome 9 18 NS
Mortality 8(40%) 20(36 1%) NS

NS . not stastically significant.

CNNA : culture negative neutrocytic bacteracites.

SBP * spontaneous bacterial peritonitis.

o] F4% o] FF N7 5= 9719+
177713 cells/mr' (¢} 3 & Wi & 30 8159+
14102 cells/mr)o) ¢ 3 % 7 ghleke 1228
+987.2 mg/dl 93, ©Eke) 1000 mg/dl
o3l 89| gic}. B pHE 74410021015 3,
o A= 125.11 645 mg/dIgch. 7ol 3
E| 2] o2 7o) WE T 537 651619126 cel-
Is/mm(ch3d 3 W& 3L 5408 +7801cells/mn),
Sl =% = 15424 1171 mg/dl, 2 Eko)
1000 mg/dl1 oJ8l= 3241921, pHE 741
0.034% 31, 3 3]+ 1282161 7 mg/dIZ
vielsion] Wiy ) ol B % pH, B
)& ok el o] A B g B
U AT 28 R-o3 ale] & ®o)x] ot}
(Table 2).

3 gy A
A A ko) ek 23 o=

A] & F-& B|RA] 2.27£0 5g/dl Vs 255+
0.53g/d1(P=0 04) & #-2]3} #}o]7} il oy,
ALP(Alkaline phosphatase), aPTT, &
Fu), chulek AST(Aspartate aminotran—
sferase), ALT(Alanine ammotransfera—
se)¥ F T Aol fr2 @ 2]} flgiek (T-
able 2).

4 2t 7| SHEY

D 773 ] WA B2 F Chuld¥ #F7 C7}
379 (48.1%), B7} 331(42.9%) 2. dlF-¥&
x}2]shsdeh, vl k== o FollA A 9=,
B7} 84, C7} 129 Sk, &= wlj k=] 2] ¢b2
< A7} 74, B7} 259, C7} 25915 2.1} 574
o Fo’t 2ol st AEA 23
ALdAL & vl Al AERF 2 Child A7}
6, B7} 259, C7} 189l 32, Ak A} #+&
A7} 14, B7} 84ll, C7} 1992 2] 3}A] A=
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Table 2 Comparison of Blood and Ascitic Fluid Analysis Between SBP and CNNA

SBP(n=20) CNNAM=57) P-value
Serum analysis
bilirubin(mg/dL.) 94 50 03* 108 NS
ablumin(g/dL) 22+ 05 25510551 P<005
ALP(U/L) 1483+ 722 198.6+258.9 NS
AST(U/L) 1080 784 148.1+187 4 NS
ALT(U/L) 60.0t 621 98 2+150.7 NS
PT(sec) 150+ 27 153+ 35 NS
Creatinine{(mg/dl) 136+ 1.10 134+ 1.04 NS
Ascitic fluid
protemn(g/dL) 154 171 122+ 098 NS
WBC(cells/nn) 9719+17713 6516t 9126 NS
PMNL(cells/mm) 8159+14102 5408+ 7806 NS
PH 744+ 002 741+ 0.03 NS
glucose(mg/dl) 1251+ 645 1283+ 617 NS

NS . not stastically significant.

CNNA : culture negative neutrocytic bacteracites.

SBP spontaneous bacterial peritonitis.

Zp ol A 2} 7150 ZrE o] it

2) ZH3 Eg+ wid= FellA 7 (35%) A
I ulokE] 2] o2 Foll A= 2394](40.3%) 52
v BAA o2 F-0)3) 2el= gl it

3) A Zdlole]d- 1.5 mg/dl o]A} R
Al 715 A3 Bo)a ko] 400cc ©|5te

ZHaE o] -AFFo] A= A=l

kgl 7 9 (45%), vl ¥ k=l Fell M+ 18
<] (31.5%)E wjF FellA FxFeR = 4
7} oot EAIEA Q) oJu)= glslch(Table
1)

5 HHAYHAIA SHE #F
E colz} 9 = 7} &
39}, =

al ol
=l

Klebsiella
%£9] Salmonella group B7} 14|

Lheba] 184 7F0) 65%% AHA18H AL Sp-
S.aureus?} 14 ¢ 3,

Entero coccus®} Citrobacter freundn®

E3zde] 147F Q1 cH(Table 3).

neumonia?} 59,

6 AIUE X AtY2] /I

WAL 77T AW Al 28 o= oF
36 4%5 AR sFl 2, sl FE Foll o)
APEL 84 (40%) 3L, Wk ] e &
2041(35 1%) & <FT-7ke] ApgE2] o)+ ¢
don AP -AFF o] 139
(48 19%) 2 713 5 skar 71 o] 84)(29.6%),
N Y Fo] 4491(148%), A AF FHo] 24
(7 4%)%= ©) itH(Table 4).

J vlol—
13 A1
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Table 3. Microorgamsm Isolated by Culture for Ascitic Flud.

Microorganism Numbler(%)
G. negative 13(65)
Escherichia cola 9(45)
Klepsiella 3(15)
Salmonella gr B 1( 5
G. posttive 7(35)
Streptococcus pneumoriae 4(20)
Staphylococcus aureus 1( 5)
Enterococcus 1( 5)
enterococcus + Citrobacter freundn 1 5)
Total 20(100)

Table 4. Cause of Death m SBP Patients.

Number of episode(%)

Hepatorenal syndrome 13(46.4)
Hepatic failure 9(32.1)
Septic shock 4014 2)
GI bleeding 2071
Total 28(100)
2 o I50jo] graslel A71E o2, 53l 2

2y Al B9 S Conn(1964)0)
1964\d ol B-=5 7}A 27 F @b 39
FL2 73 ol E Fdgle Al Aol
5|32 ik, il AR AR S At
veh= 3713502 A 288 A8
x| ke A5 2AHE0) A2 100%°) )2+
Wolc), B8 Eulgl 7h s E F)olla] A
WA Al A Bepede] & 71 Auj4lEel
Aol Azbute] Az Az A E 2, Wt
AL A) o} FAIAFR-0] 7has gl Bmaljatel] ot

ol A
AWF BAE B5s) aisol 2o
opsonmnE e} 2] £2}7} 7HAE o] AR
o 2] 7137} Foch &, 8 A
Euted ofife] B8 Fukg A 3= 294
ok Lo B I i P B -1 2 b Y
(Berg et al, 1979; Rimola ¢ al, 1984; Ru~-
nyon et al, 1985; Runyon BA, 1988; Runy—
onet d, 1994; Guarner ¢t al 1997)
WAL A& Ao 574 2%
LAl 10%E Al B, 22 FollA 50%%
57} E.coliel™, 2L e}&-¢] K pneumoniaed
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ojt} 3714 a2 FE Streptococcus”}
17%% 2}A]5l3. L t}-&°] Enterococcus®
5%% AFA & cHConn et al, 1971; Almdal et
al, 1986, Runyon ef al, 1986, Castellote et
al, 1990) 714 A& 1-5% 452 vi¢- 5
20 2 o) RF-E Hiollm Aba gl =obA
#7174 Mte] A7) ol i & 7] Al
S g B3l A7E A k=) o
ol {71 Aol o g bl ujg- =8
74 9-o] e} (Runyon et ¢, 1986, Runyon e dl,
1987; Scheckman et al, 1987) £ 1ol 4]
% E.coh® E3sh= 138547 °] 66%% 7}
2 ake wlx 2 21281952, Streptococcus
pneumoniae, Klebsiella species &.2.8 o]
A7kl e] Wsh §Absheich

2 (Almdal et al, 1987), 2] %1 o] 5 4
L2 Bpdate} 2 A7) & Fdsoo

gheh, B xpA] hedo] ° 713 1% ol st
2 A& ¥l ol (Runyon BA, 1986), €
W Butele] Ak FIAH o o F1 o
Hol] o} EslE 2 AFA ) B} o3t
ot 2y A FH L G277 A] Aol x
24-T2217} 7]eked ok slar, JAHLe = 2o
= Ao} X 55 S}l A| x|l £A-E
Fof Apuhd 23t g 2golets ojile] H
| B AE AP, AEA FES) 2
A X8 A Psh= o] F& Ao A7yl

& Al 7o) $AEA g 4 ek
A FAAEA Bl oty Buked @xpF

23-58%% A gbetal 4 A itk (52
2}, 1989; ©j A 3} ¢], 1997, Castellote ¢t al,
1990) #27}x] F AZhe] QA Ao} o F
s A% 2o el A2 ksl 0] 9l
9], Runyon3} Hoefs(1984)% Bl oF7] A} o] A]
o] FAE F(SBP) 329 3} sl eks 2] ¢
T(CNNA) 177 2] ApE& sl Rys
o), 70%2} 50% 2. vl FR ol A =213 A
Fol 3o BAH g o7} giddebn
oJok7| 533, Treg et al (1992)%. F F-7kel|
ol glAE Tk AR 27 oo o
W AAdE 9 1 AEE oA xke] 7} glol A,
g 593(SBP) ) wl k2 FYAEA
B (CNNA)E 543 A3k gk o)l
1 oJekr)aba 9le} E Chuetdl (1995)%
T Atolol] AL 273} QdAb Aol A x}o] 7}
ola] Frle] AL T o R Boky,
2] #2 FA 0] Ey Bae] oy o wiyg 2
7} 250cell/mmm] kel Ald-5-<=(Bacterias—
cites)€ °|F F TRohE @2 AMES
ehflo] A3k o g ololr|slgict U=
°o] & (1995)% F 7 Atololl v AFdE-2 =}
o7} gickz ¥ wslgich. 342t Pelletier ef
al (1990) 14 2ol PughB =ell A= 2}
ol7} gl o} 3 Fdoleld x|} Holul
7 AH(Blood culture)A] 8 & 2] 53 E
o] TR, B AL Aol ofsd N WMy
7t =5 pHYF & Bk ofe)l W) APHE
1704, 6704, 12704 2] 35 AlEo] ul
Fod FANEA Bl ol vk A 5
AT Bprt i Enbdwod IR F3
o] Wolebw =Akslaet AL Amri(1994
Yo s vl &FA ol o7 73S Fhajel)
A A b Emkad o) o) glo A wl
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o} FAMEA B Fro] Yk Eutedw
b 84 g Pugh® $(942 224 Vs

10.94+2 88)e} A AFUE(50% Vs 16%, P
=0.03)2 2o A w34 FAAEA 57}
L Hubd g %Aﬂ | F3 Wolelar o
of7]3ksich

B A2 5] AnE 2wk THAE
e kR A A A
A Fabge] SAol gAY B
A zlshA HAalell g il =25 Ale) ¥ o3
3 @] = pH L2 34 A 2
7)oy £yl o o} & AN s F 7
7re] zlolg WA slx] Zshsic) = Al wiok
of] W& A A-E-2 nlj <k kA ol A 40%<}
wjok Aol A 35.1%2 %ﬂlw*ii z}o]7}

glol Woped FAAEA 25 Pt L1y
Srpd 28 S0 S92 10 AR

zZHgie}, w k3 TAAEAY B o)
A 733 Woletx FAst
HuiAE s =270 ALl
A ¢} "P’J’%"ﬂ ‘3,1"1*1 FAAEA B Fof
s FAe] A Ahar gle
o o AES F7HIE 2918 7 7
2] A sle} ZHAM T }EYT 5, A
&5, AT FE, %
2.3 g olo]a}ar = o)} Mihaset al
(1992)2 A1 §-A, 7+ ¥4 o], Prothro-
mbin TimeSe] =83 Abute] 8 4} &
2rslgie} Toledo et al (1994) -'?—‘_,7\}—'?—
A, Ak Ao A} H| 4
F o Al Z&elatet ]"3131 £3 ] ’ﬂ Aol A
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>
>
|
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o
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o
)
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al (1994)2 AR 71715k uk o] Abe] Al 7]5
HAo g Alubsin] AlRAo] ¢l 72 A

Table 5 Comparison of Blood and Ascitic Fluud Analysis Between Survival and

Non-Survival Group.

Survival gr(n=49) Non-survival gr(n=28) P value
Serum analysis
bilirubin(mg/dL) 353+ 4.02 769t 59 P<0.05
ALP(U/L) 185.0F 254.3 186.5+170.6 NS
AST(U/L) 127.9% 183.4 154.9%t133.2 NS
ALT(U/L) 925711652 808+ 659 NS
PT(sec) 153+ 28 151+ 40 NS
Creatinine(mg/dl) 358+ 89 42.0* 134 P<0.05
Ascitic flud
protein(g/dL) 1271 940 1377% 1209 NS
WBC(cells/mm) 81.861 13894 HR80E 7244 NS
PMNL(cells/mm) 7142114102 5400% 7806 NS
pH 743+t 0.02 7.42% 0.06 NS
glucose(mg/dl) 1258+ 584 134 4% 68.9 NS

NS " not stastically significant
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Table 6 Comparison of Clinical Data Between Survival and Non-Survival group

Survival Non-Survival
Age 519798 541+14.9
Sex(M . F) 36 13 23 5
Encephalopathy 13/49(26.5%) 17/28(60 7%)
Hepatorenal syndrome 5/49(10.2%) 22/28(81 5%)
GI bleeding 3/49(6%) 2/28(0 7%)

6%} ookt B AR} Ak 3
2ol WEALL 2} 715 A5k HAA 24
B AR @A) Zo) AEY A T R}
3 A} e 2H )7} golshA Z)eked
3(p=0013), Child# &7+ % &2l 51A
g 7 7% AstE 2o Y E5(p=
0.028)2}F Al 71 A3Hp=0.0D)% F-2J 3} %
s Wiert ks o] i Brhed e
1

7]
ZH 71 AR BT H5 A
(Table 5, 6) x|k & QdFLof|x 3
Hled 5= Prothrombim Time2] x] ez} A
o A fsick

2 A2Fe] Aol ARES AS o §
AFRoE 2o 4 75 Aol wE
Hog AMzrE]ojAT} Pelletier ef al (1990)
< 3z}o] Egrof| A o] pH7F Stetar o] o] s}
I gl Baof pHe 1A Al 594
o] AekAlel x F-eo]do] oJA " (Kao e
al, 1983; Yang et o, 1985) 333} pH7} A}
BEE S7HATIEY T2 93S 54 g
Aoz 7=t

Al Amni et al (1994)2 Pugh® 57wk

4 FHATY T ok Tk

—
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N
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SESEE
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Wz} AR 544& 7P shule) o)y el
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