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[ Abstract] Objective To investigate the expression of complement factor H (CFH), apolipoprotein Al
(Apo AD, and amyloid A (SAA) in peripheral blood of children with tuberculous meningitis (TBM), and to
analyze their relationship with the prognosis of TBM. Methods 112 children with TBM admitted to our hospi-
tal from March 2017 to January 2021 were divided into stage | group (37 cases), Stage [[ group (46 cases) ,
and Stage [II group (29 cases) according to the British Medical Research Council (MRC) staging criteria. Ac-
cording to the modified Rankin scale (mRS) score, the children were divided into the good prognosis group (0-
2 points,62 cases) , and the poor prognosis group (=3 points,50 cases). Another 71 healthy children were se-
lected as the control group. Serum CFH, Apo Al and SAA levels were detected, and their relationship with
disease severity and prognosis was analyzed. Results The serum CFH and SAA levels in the TBM group were
higher than those in the control group (P < 0. 05), while the serum Apo Al levels in the TBM group were
lower than those in the control group (P<Z 0. 05). The serum CFH and SAA levels in the severe group were
higher than those in the moderate and mild groups (P <C 0. 05). The serum Apo Al levels were lower than
those in moderate and mild groups (P<Z 0. 05). MRC stage Il , high level of CFH, and SAA were risk factors
for poor prognosis in TBM patients (P< 0. 05). High level of Apo Al was a protective factor for poor progno-
sis in TBM patients (P<Z 0. 05). CFH, Apo Al, SAA predicted poor prognosis of TBM patients with under

LA ST FIAIK ELARREIE 4T F (2018MS113050)
PR BRL 024000 PRBE T AR e IR B 152 LB VA 5 AR 5 B oo B e JLR MR ) 5 A T =5 L v B R e P
FH e EE) 5 69 5L B B2 2 LR R



A SR 2022 4 10 55 29 855 5

. 423 -

the curve area of 0. 613, 0. 610, and 0. 592, respectively. The area under the curve of combined CFH, Apo
Al, and SAA is 0. 855, higher than that of CFH, Apo Al, SAA alone (2 = 6.275, 5.936, 6.569, P<
0. 05). Conclusion The serum CFH and SAA levels are increased, while the Apo Al levels are decreased in

children with TBM, which was related to the aggravation of the disease and poor prognosis.
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