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Abstract: The solute carrier family 4 (SLC4) includes 10 members (SLC4A1-5, SLC4A7-11), which are expressed in multiple
tissues in the human body. The SLC4 family members differ in their substrate dependence, charge transport stoichiometry and tissue
expression. Their common function is responsible for the transmembrane exchange of multiple ions, which is involved in many
important physiological processes, such as erythrocyte CO, transport and the regulation of cell volume and intracellular pH. In recent
years, many studies have focused on the role of SLC4 family members in the occurrence of human diseases. When SLC4 family members
have gene mutations, a series of functional disorders will occur in the body, leading to the occurrence of some diseases. This review
summarizes the recent progress about the structures, functions and disease correlation of SLC4 members, in order to provide clues for
the prevention and treatment of related human diseases.
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Fig. 1. SLC4 family tree. Computer phylogenetic analysis was
performed using representative amino acid sequences of 10

genes in the SLC4 family.
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Fig. 2. Ion transport patterns of SLC4 family members.
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DAt 45 E g AN I 3 5 L IR ZB AT RS % ik
Gb, SLC444 RAZW 5B T MPTKE 7% MR
ﬁ%ﬂ: [67]O

Ak B AT 2 25 B 71835 A e 155 R 35 R 40 |
NBCel [ 14, &6 nT LA CI A K" JiE B &
HoAh B ISR G E o HoAR B B8 7 #5308 AL 71,
WR K R S G Rk S LR, AT B A
NBCel ",



142 HE PR Acta Physiologica Sinica, February 25, 2023, 75(1): 137-150

2.2 SLC4A5 (NBCe2)
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R BRI EIE SR . SLCAAS A] BE AL A1 M) fi
28 b R FE R AMI B (1) — ol £ e R () B TR A
EAK. HEFERE, SLC4AS I1E R 5 i - F0 M s
AR ThEEE 9% 7,
2.2.2 SLC4A5 (NBCe2)tH¥E &%/

% T A B R AH R R A ST R B, SLC4AS RAE S
I T R AN s R B 2 A e T, R, R
B NBCe2 1775 /NEIRIR Z 8N 2, {H NBCe2 U1
A2 3t 26 BUME AN 48 . SLC4A45 RAF W] 5] e B
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