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[Abstract] Stroke-associated pneumonia (SAP) is a spectrum of pulmonary infections in non-mechanical
ventilation patients within 7 days of stroke. SAP is one of the most common complications after stroke, with an incidence
of 7%-38%, which is significantly associated with poor prognosis of stroke. Stroke-induced immune-depression syndrome
(SIDS) is one of the main pathogenesis of SAP, which is closely related to autoimmune, sympathetic nervous system
(SNS), hypothalamic-pituitary-adrenalin axis (HPA axis), parasympathetic nervous system (PNS), and damage-related
molecular patterns (DAMPs). It is unclear how the lungs and brain interact during the development of SAP. Some clinical
studies have found that some clinical indicators such as monocyte human leukocyte antigen-DR (mHLA-DR), neutrophil
to lymphocyte ratio (NLR) and heart rate variability (HRV) can be used to predict SAP occurrence. Old age, male,
and diabetes are currently considered risk factors for SAP. Furthermore, a variety of SAP risk scales such as A2DS2
scale (age, atrial fibrillation, dysphagia, gender and stroke severity), preventive antibacterial therapy in acute ischemic
stroke (PANTHERIS) scale, acute ischemic stroke-associated pneumonia scale (AIS-APS), and ISAN scale (pre-stroke
independence, gender, age, and stroke severity) have been developed. According to the opinion of Pneumonia in Stroke
Consensus in 2015, it is recommended to use the modified Centers for Disease Control and Prevention (CDC) pneumonia
clinical diagnostic criteria for the diagnosis of SAP. Prevention of SAP is the most important part of clinical practice.
Preventive antibiotics are not recommended, and once SAP is diagnosed, the antibiotic strategies should be followed.
Neuroprotective and anti-inflammatory treatments are still being studied.

[Key words] Stroke; Stroke-associated pneumonia; Stroke-induced immune-depression syndrome; Scale;
Antibiotics

Fund program: Scientific Research Project of Hunan Provincial Health Commission (C2019159)

DOI: 10.3760/cma.j.issn.2095-4352.2019.11.023

BEE N L ERAC IR, i i R A B AR BT, A AR B EREEL 4% . SAP MR B RIE R B
KVERiAE (SAP) 2Nk b 6 WL AT RE TR A I AAE , 5 ki (YT KA , AR SERE T AR 31.2% 70 —IFRIBAS
AR RLBUR BB SAP AR A P & A 7 d Ak BFFE R, SAP AR H R 30 d FET RSN 3 510,
BB 5 I LAY R I o 1 . X T IR 2 vh & BEAL, SAP S HERAEBEIT ], HEANIAYT S, 42 i ™ AR Y
SRS 7 o P22 L DU PR O S B SR A 8 (HAP) 2, Je A0 U] SAP 5 A 2R % T REAT BT s A
SAP KGN T% ~38% ) W2 RFEIE R # 2 21% 7, Ak M VS LA S e A A TR i



* 1430 -

rhAE G T A RS 2019 4F 11 A4 31 45 11 8] Chin Crit Care Med, November 2019, Vol.31, No.11

1 SAP BIEFRHLE
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2.3 DRASSAE (HRV) « HRV AT SR AR 5 i 1 A
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B, HRV Wi ', HRV $8FRA04% « B AT I P B4 )
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