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Abstract: Objective To investigate glycometabolic reprogramming during the progression of viral pneu-
monia and to evaluate the therapeutic effect of Shufeng Jiedu Capsule on abnormal glycometabolism and pneu-
monia. Methods A total of 60 BALB/c mice were enrolled, among which 12 mice were assigned to the nor-
mal group. The remaining 48 mice were intranasally administered influenza A virus (HIN1) to establish viral
pneumonia models and then randomly divided into 4 groups (n=12 each). The normal group and model group
received distilled water by gavage, while the treatment groups were intragastrically administered low-dose

Shufeng Jiedu Capsule, high-dose Shufeng Jiedu Capsule and oseltamivir, respectively. Administration was
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continued for 4 days. The body weight change rate and lung index of mice were observed and recorded. RT-
qPCR was adopted to detect the mRNA expression levels of influenza A virus (IAV) load, interleukin-18 (IL-
18, interleukin-6 (II-6), tumor necrosis factor-a (TNF-a¢) and hypoxia-inducible factor-la (HIF-1a) in lung
tissues. Commercial assay kits were used to measure adenosine triphosphate (ATP) and lactic acid contents in
peripheral blood and lung tissues of mice. Western Blot was performed to determine the protein expression of
hexokinase 2 (HK-2), phosphofructokinase-1 (PFK-1), citrate synthase (CS), heme oxygenase-1 (HO-1) and
Results
group, mice in the Shufeng Jiedu Capsule groups showed marked alleviation of pulmonary inflammation, along
with significantly decreased lung index and viral load (P<C0. 01, P<C0.05). The mRNA expression levels of
IL-1B3, I1-6, TNF-a and HIF-1a in lung tissues were significantly downregulated (P<C0.01). The ATP con-
tents in lung tissues and peripheral blood were remarkably elevated (P<C0. 01), whereas lactic acid contents
were markedly reduced (P<C0.01, P<C0.05). The protein levels of HK-2 and PFK-1 (key enzymes of glycoly-

sis ) in lung tissues were significantly decreased (P<C0.05), while the protein expression of CS (key enzyme in

nuclear factor erythroid 2-related factor 2 (Nrf2) in mouse lung tissues. Compared with the model

aerobic glucose oxidation ) was significantly increased (P<C0. 05). Moreover, the expression of key antioxidant

proteins Nrf2 and HO-1 was significantly upregulated (P<C0.05). Conclusion Influenza A virus infection in-
duces significant glycometabolic reprogramming in mouse lung tissues. Shufeng Jiedu Capsule may alleviate
pulmonary inflammatory responses in mice with viral pneumonia by modulating glycometabolic reprogram-
ming.
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JFZ i EE 3 000 r/min .0 5 min, #E47 ATP,LAC il
FE s BN R BT 10 %6 FF S [ A

1.2.3 HE Qi ME /R4 20 A2k B\ -
WALBRL. 2. 27 RN R E 43 1 i il 2 2L 38 L f
YIR WL R 209 5 pm (947 MBS F . il 4 2Lk 4T
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