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Plasma tissue kallikrein can evaluate the severity and prognosis of sepsis WANG Bin-ran' , RAN Xiao' , ZHANG Qin’
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Abstract Objective: To explore the value of tissue kallikrein ( TK) in the diagnosis, severity, and prognosis of
sepsis. Methods: In total, 192 patients with systemic inflammatory response syndrome ( SIRS) and sepsis admitted to the
intensive care unit were selected as the research subjects. According to the severity of the condition, the patients were divid-
ed into SIRS group (42 cases), sepsis group (62 cases), and septic shock group (88 cases). Another 76 non-infected
patients were selected as the control group. The plasma TK content and activity, and urine TK activity in each group of
patients were determined. Receiver operating characteristic (ROC) curve was drawn to evaluate the clinical diagnostic value
of TK content and activity in sepsis. Non conditional logistics regression analysis was used to evaluate the correlation between
various indicators and 28-day survival rate. Results: The plasma TK content and activity in the SIRS group and sepsis group
were higher than the control group, and those in the sepsis group were higher than those in the SIRS group (all P <0.05).
However, there was no significant difference in urine TK activity between the groups (all P> 0.05). The area under the
ROC curve for diagnosing sepsis with plasma TK content was 0. 862 (P < 0.05). When the plasma TK content was
0.340 mg/L, the sensitivity and specificity for distinguishing sepsis were 0. 829 and 0. 857, respectively. The plasma TK
content was closely related to the 28-day survival rate (OR =0. 63, 95% CI 0. 46-0. 85, P <0.05). Conclusion; Plasma TK
content can be used for diagnosing sepsis, assessing the severity of the condition, and predicting its prognosis.
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2. D5 1 RWCER A G IR B S 50 = FR bR
0 SR AR —MRTORE, Qv ) AR o0 i it 78 s Bk
s YRR A ICU P25 3l jk s (mean arterial
pressure, MAP) | ifil 401340 (WBC) | ifi/it4k
(PLT) A& HE 8 M FLAR (Lac) (HMLYLEF(SCr) (C Jz
J%f 2 [ ( C-reactive protein, CRP) \[&F5Z I (PCT) |
FI4r 2% (interleukin, IL) -6 S5 48 b5 , I PR 52 90 % 462 56
B9 0 [R5 B e A 9 k] — o 4 b v A U 45 2R ) 81
RAR TN TK 5 5 K3 P 0 MV A PR bR
A B R PUBE U R AR A1 R K L, 3 000 #2/min 25
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0.05) . I3 TK & &2 W a5 AE 1 i 48~ mfL
0.862(P <0.001) ., 412 TK & H 0. 340 mg/L
i, H32 W7 ik 75 6E 1 R R 0. 829, Kr SR
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5. TK & St 5 B 28 d ZE 47K : Logistics
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% 1 SIRS 41 fk & 4 o 3t B8 4100 — LK AR
T H IR 4E (n=76) SIRS 28 (n=42) Ph&ERM(n=62) REMIKAEA(n=88) P1i
B[ (%) ] 27(35.5) 26(61.9) 36(58.1) 44(50.0) 0.030
FW(F % £s) 38.0£13.8 52.0+14.4 55.0 £18.3 57.0+15.4 <0.001
W gt R L[4 (% ) ] 10(13.2) 11(26.2) 15(24.2) 17(19.3) <0.001
B3 [ 41 (% ) ]
i 2R - 24(57.1) 33(53.2) 36(40.9) -
s - 8(19.0) 16(25.8) 29(33.0) -
7 - 3(7.1) 6(9.7) 13(14.8) -
Rk BR 2847 - 3(7.1) 2(3.2) 2(2.3) -
At - 3(7.1) 4(6.5) 2(2.3) -
HA - 1(2.4) 1(1.6) 6(6.8) -
%2 SIRS 41 &4 4 Fo xt B8 41 2L A I SR A8 A7 e B
7 H B (n=76) SIRS#L(n=42) MKRFHEM(n=62) MEHKEM(n=83) P&
FHFA5AR (% £5)
WBC( x10°/L) 9.7+3.5 13.8 +7.1 16.2 +8.1 15.3 +8.6 0.001
PLT( x10°/L) 252 +127 208 +73 117 £73 113 91 <0.001
SCr( wmol/L) 75 +50 250 +377 225 +247 214 +140 0.002
CRP(mg/L) 8.9+20.9 122 +77 160 + 104 191 +259 <0.001
PCT( ng/mL) 1.6 £0.3 13.2+£19.2 32.4+36.9 47.5 £38.7 <0.001
IL-6 (pg/mL) 78 +299 278 +451 1247 £1759 2111 1962 <0.001
Lac( mmol/L) 1.909 +0.757  2.118 +0.824 4.119 £2.492 6.522 +4.778 <0.001
PO,/Fi0, (mmHg, % +5) - 336 +68 224 56 198 +48 -
MAP(mmHg, % +5) 89 +16 96 +17 97 +17 61 8 <0.001
45 ICU B 1) (d, % %) - 83 75 1216 -
FEZperE(d,x +s) - 0+0 2+1 5+3 -
MBS ) (d, % £5) - 2+1 542 7+5 -
CRRT B+ (d, % £5) - 00 1+0.8 2x1 -
APACHEIL 34 (4, % +5) - 7 4 18 26 26 +7 -
SOFA ##4( 4% ,% +5) - 1+1 8+3 13 +6 -
28d s[4 (%) ] 0 8(19.0) 30(48.4) 61(69.3) <0.001
%3 SIRSH MkEEAAEATK 4B FOFM LI (F )

A LA (n=76) SIRS 48 (n=42) FhAERM(n=62) KAEMKLM(n=88) P&
f23¢ TK 48 (mg/L) 0.288 +0.097 0.334 +0.148 0.495 +0.170 0.531 +0.188 <0.001
A3 TK % (Ew/mL) 1.570 0. 141 2.118 £0.199 2.461 £0.168 2.410 £0. 1375 <0.001
Bk TK %4 (Eu/mL) 2.055 +0.103 1.990 +0. 177 2.383 £0.129 2.160 £0.110 0.172
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£4 G TK 4B 5% R TK 5 5 CRP.PCT.IL6. WBC % ik & f 93 o 4 (8
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f TK 7Z % 0.571 0.076 0.422 ~0.719 0.385
Jk TK & 0.422 0.076 0.272 ~0.571 0.336
WBC 0.727 0.048 0.634 ~0.821 0.005
CRP 0.946 0.035 0.876 ~1.015 <0.001
PCT 0.989 0.008 0.974 ~1.004 <0.001
1L-6 0.945 0.024 0.898 ~0.991 <0.001
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