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[Abstract] Objective To investigate the therapeutic potential and prophylactic value of concomitant
administration of nonsteroidal anti-inflammatory drug (NSAID) and antimicrobial agents in mitigating the incidence and
severity of trauma-induced sepsis. Methods A retrospective cohort study encompassed the collection of clinical
records from trauma patients managed in the department of intensive care unit (ICU) of Daping Hospital, Army Medical
University (Third Military Medical University) from June 2008 to June 2024. Based on administered therapeutic
protocols, patients were stratified into a control group (receiving antibiotic monotherapy) and a experimental group
(undergoing adjunctive therapy with NSAID in conjunction with antimicrobial agents). Intergroup comparisons were
performed to elucidate differences in baseline clinical characteristics and laboratory indices pertinent to therapeutic
outcomes. Results A total of 268 trauma patients were included, with 72 patients in the control group and
196 patients in the experimental group. The majority of cases involved open trauma (67.5%) and injuries sustained from
traffic accidents (44.0%), reflecting the principal mechanisms of injury. The respiratory tract was the most common site of
infection (67.5%), with Acinetobacter baumannit (A. baumannit) emerging as the leading causative microorganism (18.0%).
Among therapeutic agents, ibuprofen represented the most frequently employed NSAID (59.8%), whereas cephalosporins
constituted the predominant class of antimicrobials (30.5%). Following intervention, the lymphocyte percentage (LYM%)
was markedly elevated in the experimental group relative to control group [0.14 (0.09, 0.20) vs. 0.12 (0.09, 0.15), P < 0.01].
In contrast, the levels of white blood cell count (WBC), neutrophil percentage (NEU%), D-dimer, glucose (Glu), and
lactic acid (Lac) were significantly reduced [WBC (X 10%/L): 8.82 (6.36, 12.96) vs. 12.10 (7.78, 15.54); NEU%: 0.76 (0.67,
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0.81) vs. 0.78 (0.72, 0.83); D-dimer (ug/L): 2 208.0 (889.5, 3 301.5) vs. 2 943.9 (1 735.4, 4 997.6); Glu (mmol/L): 6.8 (6.2,
7.9) vs. 7.7 (6.6, 9.2); Lac (mmol/L): 0.9 (0.6, 1.2) vs. 1.1 (0.8, 1.5), all P < 0.05]. The experimental group demonstrated a
significantly reduced incidence of traumatic sepsis compared with the control group [15.8% (31/196) vs. 26.4% (19/72),
P <0.05]. Conclusion The combination of NSAID and antimicrobial agents exerts its protective effect by attenuating
inflammatory and stress responses, reestablishing immune homeostasis, correcting coagulopathy, and enhancing tissue
perfusion, thereby significantly decreasing the incidence of traumatic sepsis and contributing to improved prognostic
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outcomes in injured patients.

[Key words] Nonsteroidal anti-inflammatory drug; Antimicrobial therapeutics; Traumatic sepsis; Single-

institution;  Retrospective cohort analysis

Fund program: The Key Project of Technological Innovation and Application Development in Chongqing
(CSTC2021jsex—gksb—N0007); Science and Technology Innovation Enhancement Project of Army Medical University

(Third Military Medical University) (2019XYY22)
DOLI: 10.3969/}.issn.1008-9691.2025.02.004

RIS PEREAE 2™ F B3 S5 A LA X B 1) iz
SN R VR, 3 B R e S A= i (8 2 B D RE B2 S A
SRR B EWIPET R EE RN 7 %Rk
FAILTI A A, o I T R, B A R s 24 B 2
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A PN FHBT R 25 ) 0 il b, (Rl NS Bg 28 1697, B
St “HEER IR G BIIA RN, n] fER A A ih
CGVEEEEAE | B35 H 2 TR A0 A

AE B 1K BT & 24 (nonsteroidal anti-inflammatory
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JRZE A (blood urea nitrogen, BUN ), JJLEF (creatinine,
Cr) ). MAgF8#FR [ S AHFEEE (total cholesterol, TC), =
Bt H 3l (triglyceride, TG ), IR FENE 8 H (low-density
lipoprotein, LDL) J, Hfi#ffi (Na™ . K", C1™, Ca’* . Mg™" .
P, sk <L sk — 4 fkB% 53 K (arterial partial
pressure of carbon dioxide, PaCO,). &l ik Ifil % 7 &
(arterial partial pressure of oxygen, Pa0, ). Ml FLM& (lactic
acid, Lac) ) 7KV Hb R 22 S o giit2e i L (¥ P>
0.05). 6 7 Hii X HEZH 3k L 48 B L 5] (lymphocyte
percentage, LYM% ), pH {H3H {2 55 Fi 5841 , ok

NLR). WL 3% M [5] T i (MB isoenzyme of creatine
kinase, CK-MB ), JRZ (uric acid, UA)., &% £ g &
1 (high-density lipoprotein, HDL) A% [fil 4 7K ~F 2] B
BT IR (3 P>0.05),

2.5 ORIENAYT 5 i 2H EAE B0 IR YT IR SR
F PR L (3R 4) « X IRA1IG YT 5 WBC, NEU%
D- A I B Lac 7K SF- 3 W] e T 06 4,
LYM% W 2 (I FiR8a 4 (3 P<0.05).

2.6 RJTIRARRRAIZEJR (32 5) - 50 1] (18.7%) i
WIS WNIREEIE , 9 0] (3.4%) SET-. IRIG A R HEAE

AR BAK T X IR (P<0.05). B4R IER L
BESITGEITFE L (3 P>0.05),

L 20 i e 3] ( neutrophil percentage, NEU% ), H Pk
41 AE-5 R EL 0 U A (neutrophil to lymphocyte ratio,

R3 AREEBFAERAEESERSEREIEERLRFME(M(QL, 0v))

2 2k O R 70 Pl 55 2k X JE ] 70 P
(268 14 (72.4i) (196 41) (268 fil) (72 f3) (196 fil)

HEARAAE TBil (umol/L)  222(13.6, 35.5) 22.7(153, 37.2) 20.7(13.0, 25.6) -1.322 0.186
R Cc) 37.0(36.7,37.7) 37.1(36.7,37.5) 37(36.6,37.8) -0.917 0.751|| AST(U/L) 71.9(39.4,158.5) 73.4(44.0, 138.8) 71.4(37.1,168.0) -0.132 0.895
JoAE (YK /i) 107(88,121)  101(90,120)  108(88,122) -0.178 0.859|| ALT(U/L) 50.5(27.5, 124.5) 52.4(33.6, 98.0) 48.7(25.8,135.8) -0.536 0.592
IEEHAR (% fmin) - 18(15, 21)  16(15, 22)  18(15, 20) -0.2870.774|| LDH L 89 78 93 _0676 0499
MAP (mmHg) 91(81,102)  88(83,100)  91(81,102) -0452 0.651 (pmol +s™+I")  (56,16.9) (5.6,143) (57,184)

1% ERAEE D
WBC( X 10°/L) 120(9.2,17.0) 11.8(84,16.9) 12.1(9.3,172) -0.163 0.871| | BUN (mmol/L) 73(53,103)  7.0(49,99)  7.4(55,104) -0.781 0435
LYM% 0.07(0.03,0.10) 0.08(0.06,0.13) 0.07(0.05,0.10) -2.570 0.010|| Cr(pmol/L) 71.7(56.7,109.6) 69.8(59.5,99.9) 71.9(53.8,114.7) -0.242 0.809
NEU% 086(082 090) 0.83(0.80,0.89) 0.87(0.83,090) -3339 0.001/| .\ ( mollL) 2389 190.9 251.1 2685 0.007
NLR 125(8.0,17.2) 113(63,15.0) 13.3(8.8,18.3) -2.637 0.008 W (155.7,360.8)  (142.1,316.7)  (178.0,3704)

RiESE i
heCRP (mglL) 88.4 89.1 81.0 049 029 TC (mmol/L) 3174126 294+1.30 3234126 -0.923 0358

(270,132.1)  (538,1207)  (9.7,136.0) TG (mmol/L) 1.54(0.90,1.96) 1.13(0.74,1.49) 1.50(0.93,1.99) -0.912 0.362
96.6 83.1 100.4 HDL (mmol/L) 0934049 0.79+0.23 0.96+053  -2.195 0.031
IL-6(pg/L) -0.266 0.790
(464,2933)  (324,4129)  (473,293.7) LDL (mmol/L) 1714087 1.75+0.99 170+0.84 0241 0810
PCT (ng/L) 1.44(0.38,8.96) 1.52(0.32,8.26) 1.43(0.38,9.84) —0.026 0.979| | FLfi#

(Rl A Na™ (mmol/L) 139(136,144)  139(135,144)  139(137,142) -0.468 0.640
PT(s) 133(11.9,152) 13.0(11.8,155) 134(12.0,15.0) -0.627 0.531| | K (mmol/L) 38(34,40)  37(33,40)  39(34,40) -0810 0418
TT(s) 154(13.7,17.9) 15.3(14.0,18.0) 15.4(13.7,17.9) -0.183 0.855|| CI"(mmol/L) 1110107, 116)  111(106,117)  112(110,112) -1.391 0.164
APTT(s) 30.7(27.3,35.7) 31.3(27.3,36.6) 30.6(273,35.2) -0.468 0.640| | Ca’ (mmol/L)  1.09(1.02,1.16) 1.09(1.07,1.15) 1.09(1.01,1.16) -1.890 0.059
Fib (g/L) 3.55(2.09,5.29) 3.76(2.05,4.77) 3.50(2.09,549) -0.986 0324/ | Mg™ (mmol/l.)  0.76(0.66,0.89) 0.66(0.49,0.87) 0.75(0.63,0.81) -1.404 0.160
D- — ik 38448 37717 3851.0 . P* (mmol/L) 0.93(0.68,1.21) 0.76(0.54,1.07) 0.94(0.72, 1.13) -1.271 0.204

(ug/L) (2193.5,7296.8)(2463.5,8056.7)(2032.1,71124) | |shlkiL Kb

IR Bty ) pH i 744(7.34,749) 746(739,751) 743(7.32,7.48) -2.685 0.007
CK-MB (ug/l.) 11.1(28,299) 72(25,23.1) 14.7(3.5,30.0) -23130.021|| PaCO,(mmHg)  37.0(31.0,42.0) 36.0(29.3,40.0) 37.0(31.3,42.0) -1.288 0.198
MYO (L) (132.;%12.0) (138.3‘,341‘253.9) ( 124.55,7%50.0) ~0.244.0807) | a0, (mmg) (80})(,)61'45133) <80é(361'29.5) (79.5(361'21.0) =Dl
eTnl (ug/L) 0.04(0.02,0.20) 0.03(0.02,0.20) 0.05(0.02,0.20) -0.449 0.653| |  IfiL4 (mmol/L) 76(7.1,89)  7.1(54,88)  76(72,102) -2.253 0.024

JFThaEs b Lac (mmol/L) 18(1.1,28)  1.6(1.0,28)  18(1.2, 29) -1661 0.097
Alb(g/L) 30.0(25.4,34.3) 24.7(29.3,33.6) 30.1(25.8,34.8) -1.289 0.197

¥ : 1 mmHg~0.133 kPa

R4 ARG A EREEEGHERSERFRTEIRERBRILER (MO, 0]

4% wHE Bg(B)  WBC( X 10°L) LYM% NEU% D- ZHAA (pg/L) I 4% (mmol/LL)  Lac (mmol/L)
XHIRYL IRITHT 72 11.80(8.40,16.90) 0.08(0.06,0.13)  0.83(0.80,0.89) 3777.7(2463.5,8056.7) 7.1(54, 88)  16(1.0,28)
TR 72 12.10(7.78,15.54)  0.12(0.09,0.15)"  0.78(0.72, 0.83) 2943.9(1735.4,4997.6) 7(6.6, 92) 11(08 1.5)
WA BITAT 196 12.10(9.30,17.20)  0.07(0.05,0.10)¢  0.87(0.83,0.90)¢  3851.0(2032.1,7112.4)  7.6(7.2,10.2) 8(1.2,29)
WYE 196 8.82(6.36,12.96)* 0.14(0.09,0.20)* 0.76(0.67,0.81)*  2208.0( 889.5,3301.5)* 6.8(6.2, 7.9)* 09(0.6,12)"

T« SRR AR L "P<0.05 5 AT T AR, PP<0.05 5 S5XIRALIAY TR AL, ©P<0.05
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®S5 ARETAEZHAEELRBRERKERILR

5 BB R AER (% (BD)]) s (% (61)

Xt HR 2 72 26.4(19) 42(3)
JEWEd] 196 15.8(31) 3.1(6)
X H 3.878 Fisher F%
P{H 0.049 0.950
RIS i B

AR AT A ) 5 R 114 T A PR XU , L
SEZRERIIET 1 F 2SN . —TEHXF 29 829 4
B3 £ B RS 73 b s AEBE IR 3 043 41
(10.2% ) 85 LT | Ml ;R IO FEBER A%
25 T AR MREAE B (19.5% 1L 12.5%) . 3%
AW AR — 2, SE— 2P0kl 1 MEEIE R R4
PR BOETE, P, 18R sy EAE R4
H IR MRTEAE , IR o AR AR E SO0 B3
[~ P ERLAE PR~ U ) — I R Bk A

A B P e B A By ¥ S A0 T 4%
il B AR L 2 T R it AR R A R 8 1 R
SCRFLL R AR PER 1677 4, HLid BEHOB TR 2590 .
SR, 0 S 3 26+ TR N , 4o J3E 9% A B W % £
FHUE O SO FAE AR, 1 A I ST
B Bl Z2 R0 RAE IR TR T B, AR TS IR R
(prostaglandin, PG ). Hi 48 Ak | & 2Pk B IERARIA
T (continuous renal replacement therapy, CRRT)., #i
L VPR | DB I | b 7T 28 251 Al K o i 452, {HL
IR IT IR AR AR A 0 8 B R T7 T A RICRATS
SRATRR A, 25 A PSS A R IR 7 I LT 5
W, B “BREE R IR, B B 6 005 P e A
o aayriRe .

“WEERIFIRT MR A IR B M AR
i, BRI TP BEAS S IR SR, T B
R0 S A e A B SR B, T BB, AT
FIRA S TAER HAR 7 MR A
BT 5e35, C Iz T I05 P e 1 A AR i
IREZGHEIRYT , L8 F e | BRI DI RERERT | St
BRI A BRI RER AL A . 6T RN A
PSSR B 25 Pt AT A5 B IR, SR A G R 2
DIRE ML G 25 iR 35 | DURE , 101 iod J3E S AT A o Fr)
BEFL, B CRRT EBREFR 1 Z R ST o'
JE RGBS IR T SRAE BRI RE A BT iA T E
P20z N L AEATEEE ULAT X NSAID 547078 24 1k
Al IR

NSAID 3@ i #1 ] COX % Pk, 2> PG 43 18, A

M AIEPLR | 119 B ST MM SRR . 1R
F YA H5 ) F DT AR X 2 R LB L IND | 253
A R SRS BRI 1% A5 ez
Bz TR A A ALTE AT | R B
g2 B A IR M A 28 &R B8 (central nervous
system, CNS) T o BRI, AR A, RO e R
SiE 1) BT 6 D5 ARG BT o 250 i 1 FH . NSAID 222
FRAEREAR , 4N & AP A TR BT L v AR g A
“TBERITIR” RIS 025, DFFERE, IND
J& H AT E A 5 PG A BN 7], T 500 2
BRI FEIVCARIY 10 ~ 40 fi5 . BLAM, IND [ AL 45 A1 5
TS PRGN T AR R BRI CIp R —
ol FH A R T B SS B TR 2590 , HE R AT i e PR R
Xof HE 22 BEE A 70% BRI R )
TRLA S TS AT A BARTRE IND Al
CIP VE ML 25 W, PEAL T — B B A 6 ™ A
P /N2, 25 36 B, IND 1 CIP K ERYT
B EEREAR T /N SE T3, W T 3 BE Y S8 RE R
FE SR S, BAT B2 A R X
450120 R W NSAID 5 H0w 25 Wk & 48 FH R By iR
B MR EEE vT REA W ), (A5 B — 2D I IR 56
WEA REAF LI 4518

AWFFELE R FLW, I H LYM B 5 T R
41, WBC. NEU% ., D- — {4 | MU AT Lac KB 5.
ICTF X IR, o 2 Y, TG 2 ) 405 1 B B 1Y
R R E T X IR X B G EHE AR R R4S
Ji 558405 5 WA ) 9 E SN B g% D RE 2% DI AH ¢,
A8 LS o L B A e 11 B A e A

B, I B ) M 240 A DA B 3 B
HEA LRGP, 1 A B8 28 SR YL Ar , I 40 I K i
RIEA T M RRE T & T 40 Sh RE RS &
LYM AT 270 D- AR 2P 4 K 1 s S e i
Yy, B WUEE I AT RGN TS L. D- R
TR ] B PE e FEE ) A e Sk A b s
UG ST A BRI T 5] 5 A Y
IV, 08 1A N LA M P RO B S R 1 306
TS 2R T A S A T R A T 0 P
JEU3 it , 3 R v A A, B v e 7
i i T AU SRR T RERRE A | A 2K AL St
JERILZR B e 4300, B T oM A, £ 2 D R
WAL R Lac, T Lac KPR Thm >0,

AR GEAMAFTE—E SR B, 100, A ST Ry o
s B A BT S, FEAS AR XS0, T RB AR
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BAm A A BR AT AN, AIFSE iR BRI T 475
B ZHT R AT . G s FH B 7 A
W IF 5 A R A BT RGN RS2 T
PRIT. YR, NSAID A ff FCHR It R B AN A 13 1)
P AR, T AR S O A 2H A £ Rl 1 T
B 2257, NI i 2445 . i),  T25 00K
FHRBERE | 70 1 J 28 255 AS— BU0RT BB 52 ) 285 5 11
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