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[ Abstract] Objective To explore the effect of tetramethylpyrazine (TMP) on serum eytokines and cardiac
function in patients with sepsis myocardial injury. Methods Fifty patients with sepsis myocardial injury were
admitted in Hangzhou First People's Hospital from June 2015 to September 2016, and according to the computer
generated random number, they were divided into conventional treatment group and TMP treatment group, 25 cases in
each group. The patients in the conventional treatment group were treated with antimicrobial agents, vasoactive drugs,
fluid resuscitation and organ function support, etc.; TMP treatment group was treated with traditional Chinese medicine
(TCM) TMP on the basis of routine treatment. TMP 120 mg was added to 250 mL normal saline (NS) for intravenous drip
once a day for a therapeutic course of 10 days. Plasma N—terminal pro—B type natriuretic peptidec (NT-proBNP) and
serum tumor necrosis factor- o (TNF- o) levels were measured before treatment and on 1, 5 and 10 days after treatment.
Left ventricular internal systolic dimension (LVIDs), fractional shortening (FS) and left ventricular ejection fraction (LVEF)
were measured by cardiac ultrasound, 3 cardiac cycles were measured and the average results were taken. The intensive
care unit (ICU) hospital stay and mortality were calculated in the two groups. Results The levels of NT-proBNP
and TNF-a in the two groups after treatment were lower than those before treatment, the differences in the levels
were statistically significant between those before treatment and 5 days after treatment in the conventional treatment
group [NT—proBNP (ng/L): 334.25 = 36.46 vs. 577.72£60.34, TNF-« (ng/L): 388.48 +43.38 vs. 507.74 + 31.63,
both P < 0.05], and in TMP treatment group, the levels from 1 day after ireatment compared with those before treatment,
there were statistical significant differences [NT-proBNP (ng/L): 387.44 + 36.39 vs. 571.67 + 56.34, TNF- o (ng/L):
403.79 £ 23.20 vs. 505.82 £ 31.31, both P < 0.05]; the degrees of decrease in TMP treatment group were more obvious
than those in conventional treatment group (all P < 0.01). After treatment in the two groups, the LVIDs was decreased
gradually, F'S and LVEF were increased gradually, reaching the lowest or highest level on 10 days after treatment, and
the changes of TMP treatment group were more significant than those in the conventional treatment group, LVIDs and
LVEF of the two groups showed statistically significant differences on 5 days after treatment [LVIDs (mm): 43.23 + 5.57
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AT EANAEERER I AERIE
M iz & (endothelin, ET) BABEAL YAV EE (total superoxide dismutase , T-SOD)
p

JIIZ 82 (tetramethylpyrazine, TMP)

P3 & (malondialdehyde, MDA )

H 4142 (interleukin, IL)

FhsEE SR FE Rl F (tumor necrosis factor, TNF)
Bt i E ALY B8 (horseradish peroxidase, HRP)

E R4 )8 B A (matrix metalloprotein, MMP)
HEALBALEE superoxide dismutase, SOD)

FE A #BEF C (protein kinase C, PKC)

7.z % E 8§ (lactate dehydrogenase, LDH)
LrUNEEE E 1 cardiac troponin 1, ¢Tnl)

BERSTREE S ( myelin basic protein, MBP)
BARFEEH 70 (heat shock protein 70, HSP70)

C- Wi ZEH (C-reactive protein, CRP)
TR AT AR TR [ (glial fibrillary acidic protein, GFAP)
TRACE L2288 (thibabituric acid, TBA)

L4 E R (fibrinogen, Fib)

I/ MERER (platelet aggregation rate, PAT)

Z. - Ji U 2.1 (ethylenediamine tetraacetic acid, EDTA)
2 A LT RS (phenylmethylsulfonyl fluoride , PMSF)
S50 (mean aortic pressure, MAP)

Lol E T ( cardiopulmonary resuscitation,, CPR)
OB (cardiac arrest, CA)

ZIENRE R (multiple organ failure, MOF)

BB K15 (severe traumatic brain injury, STBIL)
ZEZE 51534 (left ventricular ejection fraction, LVEF)
B A E (nephrotic syndrome, NS )

™M B Barthel 8% (Modified Barthel index, MBI)
FEPITEF B2k P43 (Glasgow coma score, GCS)

kG SRR FiE FE B EE -1 (nuclear transcription factor activator
protein-1, AP-1 )
2B ETEALE I (mitogen— activated protein kinase, MAPK)
M8 N B2 4 K AT (vascular endothelial growth factor, VEGF)
BCL-2 Z5&530 AT 3 A (BCL-2 associated with athanogene—1, BAG-1)
WAL TR 438 1 7% B#A 1] (activated partial thromboplastin time, APTT)
2B IIRE T REFEAFZE S AE (multiple organ dysfunction
syndrome, MODS)
Bhibk it — & ALER 531K (arterial partial pressure of carbon dioxide , PaCO,)
25 {7 %843 /% (transcutaneous partial pressure of oxygen, TePO,)
B ETEHKE (return of spontaneous circulation, ROSC)
PRECPE I PRI ( diffuse inffavascular coagulation, DIC)
2 B RONE UV EFAE (systematic inflammatory response
syndrome, SIRS)
T IR R - RGBSR (twelve sodium dodecyl
sulfate—polyacrylamide gel electrophoresis, SDS-PAGE )
M SMAiZK FE 4% (extravascular lung water index, ELWI)
1844 B ZE M NG ( chronic obstructive pulmonary disease, COPD)
BPIEALAB 4 (ventilator associated pneumonia, VAP)
E MR E R 255 1E (acute respiratory distress syndrome, ARDS)
FHIEINTRIEYTH 5 (intensive care unit, ICU)
FHSEEBRITEY (sequential organ failure assessment, SOFA)
HRE B2 B TEWIT 2 (quick SOFA, gSOFA)
BEEAI SR IA T4 B3 (Montreal cognitive assessment, MoCA )
[t R - WA EEEE LY (reverse transcription—polymerase
chain reaction, RT—qPCR)
BRI T ER 5L (electrophoretic mobility shift assay, EMSA)
B IR S W MHA LS (enzyme linked immunosorbent assay, ELISA)



