e 3638 - M E¥ 5K 2023 £ 12 A% 20 %% 24 # Lab Med Clin, December 2023, Vol. 20, No. 24

<t Z . DOI:10.3969/j. issn. 1672-9455. 2023, 24. 013

;& Eotaxin,PAF 52 XH mimmMExE2HE
G EEMERNXEDTT

ExE. R Om
Bk K 2T k& B A, BB E % 710199

H E.BH MrbaFEmitbiaptiR T (Eotaxin) s D ERE F (PAF) 5 4 M kb f iy fo 40 %
MEERFH(TRALD B2 2R EM X4, Ak SRMEERIRERE 2019 F 1 A £ 2022 % 10 A K46 144 #)
TRALI & #(&HKXK BB FH G R AEANEN, 5 R AL AL TRALL 69 & X b & & 140 614
AT, HEMRAI0dFREHFL . BErhAFEMRS R TH, WK KM hF Eotaxin & PAF K+, KA
% W & Logistic ® /244 TRALI % ;%%'Eé’]fél‘/‘la%a?ﬁﬁ] 2R FH TR IE(ROC) ¥ & 4 #7 £ 7 Eotaxin &
PAF K F 2 TRALL & F e =R M4, &R WA L% Eotaxin & PAF AP & FamBa(P<
0.05), LT 4 fn % Eotaxin & PAF 7J<+i‘3 rvﬂ"f%‘/%éﬂ(P<O 05), BEMAFRTHELERR IR R
Bl & fn Z #rfe 8] [ B AR A fi f s Rt A s P g skt 2 53 A 43 F ESL(P<<0.05), % A& Logistic &2 &
MEIN o RE 2 R EhEHafE=0.5h . HEhHht FidHF Eotaxin K-F I & & PAF K -F 5t
H¥ 2 TRALI &% 0 % B £ (P<0.05, ROC #14& % 7 foi% Eotaxin & PAF K -F 8 44 m 2+ TRALI
BEATREGTAMNMEAR S, W& T @RAUC &L F| 0.893(95%CI:0.846~0.916), it fiF Eotaxin &
PAF 5 TRALI & % ¢4 7 H %, 6 A fo 7% Eotaxin & PAF K-FH 85 T # 45 /iR 40 & H 09 75 |

K@ EBREEMBRSLEAT; S IRELET; HhmERLENBG; G

FEESES:R457.1;R563 XEARERD A MEHS1672-9455(2023)24-3638-05

Analysis on relationship between serum Eotaxin and PAF with prognosis in patients
with acute massive hemorrhage transfusion related acute lung injury”
WANG Lingzue ,CAI Na”
Department of Blood Transfusion s Xi'an Municipal Chang'an Hospital s Xi'an s Shaanzi 710199,China

Abstract: Objective To study the relationship between serum eosinophil chemotactic factor (Eotaxin)
and platelet activating factor (PAF) with the prognosis of transfusion related acute lung injury (TRALID in
the patients with acute massive hemorrhage. Methods A total of 144 patients with TRALI (occurrence after
blood transfusion in the patients with massive hemorrhage) were retrospectively selected from this hospital
from January 2019 to October 2022 as the observation group,and other 140 patients with acute massive bleed-
ing without causing TRALI during the same period served as the control group. Based on the 10 d prognosis
situation in the observation group,they were divide into the survival group and death group. The serum Eotax-
in and PAF levels were compared among the groups. The multivariate Logistic regression was adopted to ana-
lyze and observe the risk factors for the death risk in the patients with TRALI The receiver operating charac-
teristic (ROC) curve was adopted to analyze the predictive value of serum Eotaxin and PAF for the dearth risk
of the patients with TRALI Results The serum Eotaxin and PAF levels of the observation group were higher
than those of the control group (P <C0. 05). The serum Eotaxin and PAF levels of the death group were signif-
icantly higher than those of the survival group (P <C0. 05). The proportions in different blood transfusion
times, different intervals from sending blood to transfusion,previous blood transfusion history and allergy his-
tory had statistical differences between the survival group and the death group(P <C0. 05). The multivariate
Logistic regression analysis found that the transfusion frequency > 2 times,interval from sending blood to
transfusion = 0.5 h,past blood transfusion history,allergy history, Eotaxin level increase and PAF level in-
crease all were the risk factors for the death in the patients with TRALI (P<C0. 05). The ROC curve showed
that the combination detection of serum Eotaxin and PAF levels had the highest predictive value for the death
risk,and the area under the curve (AUC) reached 0. 893(95%CI :0. 846—0. 916). Conclusion Serum Eotaxin
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and PAF levels are closely related to the prognosis of the patients with TRALI, the clinical detection of serum

Eotaxin and PAF levels helps to better evaluate the prognosis of the patients.
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