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ABSTRACT Objective: To investigate the etiology, drug resistance characteristics and the relationship between C-reactive protein
(CRP), procalcitonin (PCT), D-dimer (D-D) and wound healing in patients with oral and maxillofacial space infection (OMSI). Methods:
The clinical data of 188 patients with OMSI who were admitted to the Department of infectious diseases of our hospital from July 2018 to
May 2021 were retrospectively analyzed, and the infection site, infection source, infection etiology characteristics and drug resistance
characteristics of patients with OMSI were analyzed. All patients were treated with closed negative pressure drainage (VSD), and they
were divided into good wound healing group (n=153) and poor wound healing group (n=35) according to the wound healing after
treatment. Serum CRP, PCT and D-D levels of patients in the two groups were compared. Results: The infection sites of 188 patients with
OMSI were submaxillary space (34.57%), infraorbital space (27.13%), masticatory muscle space (17.02%), buccal space (11.17%),
parapharyngeal space (10.11%). The proportion of infection sources was odontogenic (74.47%), glandular (14.89%) and other (10.64%).
A total of 337 pathogenic bacteria were isolated and detected from 188 patients with OMSI, included 172 strains (51.04%) aerobic

bacteria, 101 strains (29.97%) anaerobic bacteria, and 64 strains (18.99%) aerobic-anaerobic bacteria. The main pathogenic bacteria had
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high resistance to penicillin G, ampicillin and erythromycin, and low resistance to ciprofloxacin and ceftriaxone. Clindamycin and
imipenem had high activity against aerobic bacteria, anaerobic bacteria and aerobic —anaerobic bacteria. After treatment, the CRP, PCT
and D-D levels in good wound healing group were lower than those in poor wound healing group (P<0.05). Conclusions: Patients with
OMSI are mainly odontogenic infection, and the infection sites are mostly in the submaxillary space and suborbital space. There are
various types of pathogenic bacteria and their drug resistance is serious. Antibacterial drugs should be rationally applied in clinical

treatment, and the serum CRP, PCT and D-D levels of patients with good wound healing are reduced. Therefore, reducing serum CRP,

PCT and D-D levels may contribute to wound healing after VSD in patients with OMSI.
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Table 1 Comparison of baseline data between the two groups

Data Good wound healing group(n=153) Poor wound healing group(n=35) x/t P
Age(years) 48.62+5.72 47.93+5.12 0.656 0.513
Gender(n) 0.039 0.843

Male 89(58.17%) 21(60.00%)

Female 64(41.83%) 14(40.00%)

Infection source(n) 0.009 0.926
Odontogenic 114(74.51%) 26(74.29%)
Glandular 21(13.73%) 5(14.28%)
Other 18(11.76%) 4(11.43%)

Infection site(n)

Submaxillary space 53(34.64%)
Infraorbital space 42(27.45%)
Masticatory muscle space 26(16.99%)
Buccal space 16(10.46%)
Parapharyngeal space 16(10.46%)

0.001 0.973
12(34.29%)
9(25.71%)
6(17.14%)
5(14.29%)

3(8.57%)
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Table 2 Types of pathogenic bacteria in patients with OMSI

Constitute

Pathogenic bacteria

Number of bacteria(strains)

Constituent ratio(%)

Aerobic bacteria
Stap hylococcus aureus
Hemolytic streptococcus
Streptococcus viridis
Streptococcus pneumoniae
Staphylococcus epidermidis
Other
Anaerobic bacteria
Prevotella
Klebsiella pneumoniae
Clostridium
Streptococcus digestive
Other
Aerobic—anaerobic bacteria
Prevotella
Streptococcus viridis
Actinomycetes
Other

Total

172

65

52

30

10

8

7

101

42

21

16

11

11

64

21

18

16

337

51.04

19.29

15.43

8.90

2.97

2.37

2.08

29.97

12.46

6.23

4.75

3.26

3.26

18.99

6.23

4.75

2.67

100.00
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Table 3 Statistics of drug resistance of main pathogenic bacteria to commonly used drugs

Stap hylococcus aureus Streptococcus viridis Klebsiella pneumoniae Hemolytic streptococcus
Prevotella(n=63)
(n=65) (n=48) (n=21) (n=52)
L Number of Number of Number of Number of Number of
Antibiotic ) Drug . Drug . Drug . Drug . Drug
resistant resistant resistant resistant resistant
resistance resistance resistance resistance resistance
strains strains strains strains strains
) rate(%) ) rate(%) ) rate(%) ) rate(%) ) rate(%)
(strains) (strains) (strains) (strains) (strains)
Ciprofloxac 16 24.62 13 27.08 2 9.52 16 30.77 21 33.33
in
Penicillin
G 65 100.00 43 89.58 7 33.33 43 82.69 45 71.43
Ampicillin 51 78.46 36 75.00 16 76.19 42 80.77 50 79.37
Clin- 9 13.85 5 10.42 3 14.29 6 11.53 23 36.51
damycin
Cefatriax- 23 35.38 9 18.75 8 38.10 21 40.38 4 6.35
one
Ery- 36 55.38 35 72.92 17 80.95 31 59.62 63 100
thromycin
Metronida- 56 86.15 21 43.75 2 9.52 48 92.31 2 3.18
zole
Imipenem 8 12.31 0 0.00 3 14.29 5 9.62 0 0.00
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Table 4 Comparison of laboratory indexes between the two groups( xzs )

CRP(mg/L) PCT(ng/L) D-D(ng/mL)
Time point
Before treatment After treatment Before treatment After treatment Before treatment After treatment
Good wound
healing group 37.23+7.18 20.77+5.61 3.56+1.25 1.12+0.38 1826.72+583.61 362.85+69.35
(n=153)
Poor wound
healing group 36.95+6.91 28.92+7.17 3.49+1.13 1.72+0.59 1756.77+623.12 973.61+138.75
(n=35)
t 0.210 -7.340 0.304 -7.514 0.632 -37.767
P 0.834 <0.001 0.761 <0.001 0.528 <0.001
R, ELAD AR Sk A TR R AU TR R R BUR LR E R DU 25 25, TS OMST g B AR K
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