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Effect on the Expression of Macrophages Transferrin Receptor and

Ferritin in Macrophages by Mycobacterium tuberculosis
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Abstract To research the changes of expression levels of transferrin receptor and ferritin, and analyze
its significance in different phases, macrophages infected with virulent Mycobacterium tuberculosis strain H37Rv
(hereinafter referred to as H37Rv strains) and BCG vaccine strain (hereinafter referred to as the BCG strain),
respectively, the expression of TfR and Fn in the supernatants was detected at 1, 6, 12, 18, 24 h after infection with
ELISA and Western blot technologies. ELISA technologies demonstrated that the TFR expression in the infected

group was higher than that in the control group, the results showed that the expression reached the peak 12 h and
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18 h after infection, which showed the most obvious differences (P<0.05). The results of Western blot indicated

that the differences between the expression levels detected 1, 6, 18 h after the models created were statistically

significant (P<0.05). Detected by ELISA and Western blot, the expression of Fn in groups of mice macrophages

increased gradually over the time. The result showed Fn expression in the control group was higher than that in the

infected group at 1 h. After 6 h infection, Fn expression in the infected group wass higher than that in the control

group; the H37Rv group>the control group at 12 h and there was statistical significance (P<0.05); the H37Rv

group>BCG group>control group at 18 h and 24 h and there was statistical significance (P<0.05). Infection of

Mycobacterium tuberculosis induced the rise of expression of TfR and Fn in macrophages.
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Fig.1 Analysis of the expression of TfR in macrophages
by ELISA
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Fig.2 Analysis of the expression of Fn in macrophages
by ELISA
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Fig.3 Analysis of the expression of TfR in macrophages
by Western blot
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Fig.4 The expression of TfR in macrophages in different

phases

X (P<0.05). Hit% o BT I G A T ER Al ]
FHSTRIFRIEIE &, HRERE SIS 8585
FHOR, B3 78R 0 Z5 k% 0 BT T I G W P, e
S MU T R Y 2 18 i (I3 AT K 4) o
2.4 EMAEFnERRIAKE

FH Western blotfar il & IR, -4 W5 40 a4 Pl
FOAL B I [ AR BB 98, 711 hox 2 P20k 5

(A) lh  6h 12h 18h  24h
. . : 3 |i i"' 20 kDa
B-aCtD  comm— —— v e 43 kDa
(B) lh  6h 12h 18h 24h
- i . 95 kDa
p-actin — T "~ 43kDa
© lh  6h 12h 18h 24h
Fn et 95 kDa
B-actin - - . w— 43 kDa

-
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Fig.5 Analysis of the expression of Fn in macrophages
by Western blot

*A

44 w24 Control group
XY BCG group
BN H37Rv group

Relative expression of Fn/B-actin
o
1

.
.
\
o
\
.
\
\
.
.

DD

l1h 6h 12h 18h 24 h
Time

*P<0.05, 55xF 4 ELA; 4P<0.05, S BCGAL L .
*P<().05 vs control group; “P<0.05 vs BCG group.
El6 E Rk A it R[50 [8) B B A Fik Kk F
Fig.6 The expression of Fn in macrophages in different
phases
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