D000 http://iwww.cqvip.com|

+ 228 ¢ hEEERAKES 20054 4 AF 17 % B 48 Chin Crit Care Med, Apr. 2005, Vol. 17,No- 4

. -}tg -
S E T X2 8 RAE R VSRS MERTIRTY TR
WX AKH WAL HEE

IRE] HH FiT 57 T ERLE £ & K IE R N4 A E (SIRS) 1] £ 28 B I fEfE 8 4% & 1E (MODS)
ERPHEERHEEIE . FE 60 R4 SIRS 2BiRHE 3 LA LI BB HEHL2 KX H (=300 FIX B4
(n=30), 3 HEW 15 KEHERREENEHA . XRAEZF HPUERIEIT X A £ XK H A2 E ik
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Clinical study on effects of ulinastatin on patients with systemic inflammatory response syndrome SHAO
Yi -ming, ZHANG Liang - ging, DENG Lie — huas YAO Hua — guo. Department of Intensive Care Unit,
Affiliated Hospital of Guangdong Medical College, Zhanjiang 524001, Guangdong, China

[Abstract] Objective To evaluate the value of ulinastatin in hindering systemic inflammatory response
syndrome (SIRS) to proceed to multiple organ dysfunction syndrome (MODS). Methods Sixty patients
were randomly divided into routine treatment group (»=30) and ulinastatin treatment group (z=230). Both
groups were given routine treatment, while the patients of the ulinastatin treatment group were given
ulinastatin (100 kU intraveneusly drip, once every 8 hours, and continued for 5 days) in addition.
Additionally, 15 healthy persons were enrolled as normal control group. Temperature (T ), heart rate
(HR), respiration rate (RR) and white blood cell (WBC) count were observed everyday. The duration of
SIRS, the number of organ dysfunction, and mortality were also compared. Serum C reactive protein(CRP),
tumor necrosis factor - a(TNF - a), interleukin - 6(IL. - 6) and IL - 10 levels were measured before treatment
and 5 days after in ulinastatin treatment group, routine treatment group, and in normal control group at the
time of health examination. Results All of the SIRS markers were not different both in ulinastatin group
and routine treatment group before treatment. T, RR, HR and WBC were reduced significantly after 3 days
in ulinastatin group (P<C0. 05 or P<{0. 01), but HR was not lowered significantly after 5 days and WBC after
7 days of treatment in regular treatment group (P<C0.05 or P<(0.01). All of the cytokines in ulinastatin
treatment group and routine treatment group were higher than normal control group before treatment. Serum
CRP, TNF -« and IL - 6 levels were reduced significantly after 5 days of treatment in both ulinastatin
treatment group and routine treatment group (P<Z0. 01), but in ulinastatin treatment group the reduction was
faster than routine treatment group (both P<C0. 01). IL -10 level was elevated significantly after treatment in
ulinastatin treatment group (P <(0.01), but it showed no significant change in routine treatment group
(P>0.05). The number of patients with duration of SIRS longer than 3 days were fewer and the incidence of
MODS was lower in ulinastatin treatment group than those in routine treatment group(10. 00% vs. 36. 67 %,
P<C0.05), and the fatality rate was reduced significantly with ulinastatin(3. 33% vs. 20.00%, P<{0.05).
Conclusion  Ulinastatin significantly improves the inflammatory symptom and signs of SIRS, such as T,
HR, RR, and WBC, inhibits the production of inflammatory cytokines, and enhance the anti - inflammatory
cytokines in the treatment of SIRS. It can effectively prevent SIRS to proceed to MODS,
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4 B % fE W & 5 1k (systemic inflammatory
response syndrome,SIRS) & 15 & fh Rk B 5l I B %
YA E R R TIUE, 3R &R RIE R BB
1 ¢ F 40 Aok BE 3T T 7 AR B — MR B AR R,
BRAW S L EHEERBLE 5L (multiple organ
dysfunction syndrome ,MODS) , #04{e] A ¥ MLk B %
AE Y, B BB R X — R 2, REERBE
BT INE SR IR AT P R’ B /K RER I &0 2 Bl
T (ulinastatin, UTD/EA B FRRBFFEFRE T Z
N B F IR KIET SRR & B E RS, I BUE
TERFATHY. BBEZAT SIRS BENE
T, AN R IAECIRIE. AFRUFITH UTI
AT EE SPGB (CU) K SIRS BEMIEIT
BE, HEmMT.

1 MRREHE
1.1 W%

1.1.1 5%F. /45 SIRS 2WrtrdEwH 3 P B A
£ ICU mfa E B = 60 B, 5 30 #, & 21 #l;
SEWY 23~81 %, FH(43.3+9.2) %, FEEK £
BB e 36 B (L IF IR B R e 26 ], WU AE 5 1,
AEIERE S 4 B, W R RRG 1 B, £ R IM5A 9 B, 4b
BARE 86, vF 24, KnEREKRT 2 6, 2%
PR R 3 6. MODS 2M7 2% 1995 F Il EHfEE
FEERSIWARHES , X 60 41 8 # K A RITHEN
WERES A ERTEH, & 30 4,

1.1.2 EFH:BE 15 HEFEREEERIERA,
KA 58 9 #,% 6 ;i 26~58 %, FH45. 2+
5.%,

1. 1.3 3AMBHUH. . FR. KT . FHEERY
T BEP H>0.05), B .

1.2 VBYT i M WA #5% W 3Lt dt SIRS 89T,
BESEEEFARRIREREAUBRRER,
125.52~167. 36 k] /kg & FF L #%, #p = & Fh &
B BFOK BRERBRRTE, BT RARE, R
BB TN R E R RiAIT. R HAEXE

HiRyT =B BEBKES UTI 100 kU AR K
10ml,8 h 1 R.EAS5d. BTAH UTLHT RRYE
FEEHBRGAERLGE™,

1.3 WREEFSPR . 5 LM B & 4904 (HR) | I 1 53
E(RR) KR E (T). B 48 K i+ ¥ (WBC), SIRS EHR
U E At [E & MODS B AE L%, T I6 T AT FIRIT
Ja5d EHBKMS ml, FASRKEFE N 2%
TR 28 4 (EDTA » Na,) iR #,3 000 r/min
2.0 30 min, BB MLIE, F- 70 COKF R £ 1L
EEHHERAE-6(L -6).IL - 10, MRIRIEHE T«
(TNF - )l C X . & H (CRP) K ¥, ¥ i) A i 57
EHEINGEEY TEARAL R, B ET KK
AP SR HIT. CRPER KA RE M EE, &
R CT - 7200 B4 B 34 (Ll & ;1L - 6. 1L - 10,
TNF - o BRI SR A 044 e 00 B K A0 158 TR T 32
(ELISA#IE .

1.4 SHit¥F44r . K SASVS. 2 Hit & 4 &3 A
BEREBFTHRIT M. THERERA RS TR
BERILAYI B AR HE 2 (e 2 5) R - 4 B R B AC X e 46
I FE00T:P<<0.05 HERESITS¥E X,

2 4 R

2.1 FHHBEERERME NAEEZRHEMIETHY
& A .SIRS 2WitrERF S H . 2 ER¥ 584
fREER A IES R4 1 (APACHE 1) iP5 F £ R
BIREE (P >0.05): BRI v B Rk ir &
R TEENE (P Y>0.05), HA[ .

2.2 EHRIERMIERMELGE D KRR ART
J3dBF T.RR.HR KK TAM AH BN E
(P ¥<C0.0D); A BAEJEITH 5d B#F T.HR.
RR A H M B FH(P<0.05 5% P<0.01). iREKA
{6JTJ5 5 d WBC B B TR (P<C0. 01); T % BB 4 iR
fTI57 d WBCAH B B T (P<0.01), iR¥4H RR
TR EAME MR, I69T)E 3d WAt gE
FHEBEMHWP<0.01),

2.3 REMKEFH L (F2) . SIRSE H AR

#1 FABERITAIES T.RR.HR § WBC T (x£5)
Table 1 Changes of T, RR, HR and WBC before and after treatment in two groups(x+s)

EiL A5 Uik 4€iD) BIT R HBITE3d WITE 5d WIrE 74d
T(C) WA 30 38.65+ ©.54 37.59+ 0.72"*AA 37,204 Q.60 A 36.824+0.61" "
¥t E A 30 38.534+ 0.61 38.43+ 0.56 37.66+ 0.63** 36.90+0.40" "
RR (X /min) KA 30 22.68+ 5.01 20.02+ 2.21"*4AA  18.45+ 2.16* A 18.67+2.34" "
A 30 23.00+ 5.10 23.27+ 3.80 19. 90+ 2.23*:* 18. 7042, 23" *
HR (¥R /min) R A 30 106.84+12. 91 90.69+11.52** 81.27+ 7.01"* 79.50+6.08° *
po gk 30 102.434+11.55 97.43+10,23 84.98+10.60" 79.79+7.08**
WBC(X10%/L) iAR4A 30 13.96+ 3. 67 13.19+ 3.12 11. 374+ 2.50** 9.01+2.03* ~AaA
x4 30 13.82+ 3.59 13. 264 4.47 12. 68+ 2.97 11.21+2.78" *

E: GAMEBIFRTHIR . " P<C0. 05, * * P<C0. 01 ; 5 Xt MG 40 M i A] A LU 352 . A P<C0. 05, AA P<C 0. 01
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AtREET A THERFEFHAP 5<0.0),H
BIEITHRER T EEHE WP 19>0.05), WAHIRIT
J55 dM 2 CRP.IL - 6 #1 TNF - a 7K FEHIGIFRTHY
BlE FR& (P $<0.05), BB AR T A TR
FERHES (P ¥ <0.01); RBARIT/F 5 d MK
IL - 10K F8IRIT R B £ A (P<C0. 0D, iy XF FE
HIBTRIEERTEEHE.
F2 3447781 CRP.INF - o.IL - 6 0
IL - 10 %k (x5
Table 2 Changes of CRP,TNF - o,IL -6 and IL - 10

before and after treatment in three groups(x=s)

®i a5 AR ki) HFRSd

CRP(mg/L) Hed 30 63.27417.7050  19.03+ 6.18" ~Aa
pogckd 30 60. 431152200 50.43+19.89"
E%4 15 7.40+ 3.50

TNF -alpg/l)  RE4 30 77.76119. 82848 36.10111.28" ~AA
HEA 30 77.22420. 0388 66.79+17.73*
Ex4 15 19.52% 4.39

IL - 6(pg/L) BEAH 30 279.80126. 6844 108.00113.61 " ~4Aa
WEA 30 282.00420.8288  247.80+30.53" =
EX4 15 37.39% 5.40

IL - 10(pg/L) 2ed 30 82.73416.6200  89.91118.85% ~Aa
WEA 30 78.23£19.3380  79.79420. 4]
E¥A 15 31.504 3.45

¥ S AREIEITRTHE: . - P<C0.05, " " P<C{0.01; 5 Xt B 4 [F] $%
PR AAP<0.01; SIEH A% X RN AH i . 24P <0.01

2.4 HAh(E D XWARIT /G SIRS REMRKIRL
E 0} 0] 8 848 T Xt B A (P<<0. 01), H MODS %k 4=
F RR LR BB B H B E R (P $<0.05),
x3 FARESIRS ERKERE.
MODS &4 ¥ R 7 S i
Table 3 Comparison of improvement of SIRS syndromes,

occurrence rate of MODS and mortality #](%)

% SIRS JEAR MODS
A . I E
€ B ER <3 d BEHE
RE4H 30 23(76. 67) 3(10.00)  1( 3.33)
pa kil 30 10(33.33) 11(36.67) 6(20. 00)
Y2 & 11. 380 5.963 4.043
P <<0. 01 <0.05 <20. 05
3 iﬁ‘ it

AT E AR SIRS 5 MODS 177 % ¥ #4 Bk
/%,éﬂ%i‘?ﬂ%ﬁ?’zi%%‘@ﬁ\f”fﬁ\ﬁiﬁ\%
R 9% Ko P BV 50 S R 0 e R e v ) R I et
I P9 EE A0 M o s Al BT RO B W R IE
TR EATFESEESRE . BHRXSIRS. X5EHR
o B IR 2 B 7 SIRS B IL - 6, TNF - a.IL - 10,
CRP ¥ B & FIEH X AR 3. &l

BRARNER RS EE, XFHREN2 S RIERN
fBMZi B J5 3h R & B TE BR B0BLES - S L ATy AT 4

2, BB KEHNMODS, MEgHERSHICU HEH
FEEE’JEEJ‘EEI H-F B % SIRS 1] MODS % @
YT A . R B &) SIRS £ixX 4 B 2 1557 iU
KBS HBCAEFERFRTWES,

UTI &—®J M EAKEREME T, BEH5

BOARSHER WERBEFREHARES

ﬁ-ﬁﬁﬁ B AN TG R8T SERRIR & IRk X
B2 N FERAMESS SRR S MIRYT I EL
BT REITRTY., AR IHHNHT SIRS BF
B K BRIGIT . 45 R A . UTI 864 B SIRS B #
% CRP.TNF -o.IL -6 f1 IL - 10 7K ¥, iR A
M UTI8¥7 )5 5 d L% CRP.TNF -a.IL - 6
BIBITRIAE TR .M IL - 10 23 75, SIRS B
AERME A B, MODS f &K £ HE B B TR, 5T A B
SR, £ UTI ] 68@ 3 LR £ BT/
TR R E T AT ZE AR AL R AE fz b7 3ok F2 H 8
B FEMT SIRS 5] MODS #) & & . #EB& ik MODS #
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