- 332 - [ P P9 o R 2 7 2019 4E 9 A48 39 %55 5 ] Int J Endocrinol Metab, September 2019, Vol. 39, No. 5

,)("+"+"+"+"+"+"X.

| AR - LR

R

Hepassocin; — 7 #f 8 i BT 48 B & F

B RBL ZRE

TEEFAFR, P A EARE, T A B AR, AR A S E R R
T, AR F P, b w 100730

BAEVEFH . 22 R 3E , Email : fygong@ sina. com, fygong@ aliyun. com

[#ZE] Hepassocin (HPS) 2&—F T4 Ia4s 5 40 W 0 R 1 L. 5T & B, HPS BB #F 1E # JiF
S , S0 RS A RS A . HPS A 20t A543 A fiE i ok 400 o 2 L 0 T C B A, - LA el
A T3 250 A S A B B o ZE BTSRRI M P ( NAFLD) 83 v HPS [ 33570 43
W% Al SR TG UM SE . MFE 2 BOWE PR B3 op, 2% HPS YR BE g0 n, 5 -8
SRR S8 B S BRI 6. REEHTSE R0, HPS AL AT LU AT AN s s i v, B fE 2 5
NAFLD 12 BUBHIRIG I R A K&

[%$iR]  Hepassocin; 21 ML 5H ; A TDRS M AR 054 99 5 198 B AR 52 U PRI

BEELWH dte il B AR 2= 54 (7182130,7082079) ; E &K A #A B} 2= 5 4 (81370898, 30771026,
30540036 ) ; A8 4 22 A B R IE ShI B BEL e B2 28 (5 3h28) s E ARG PR s &R 100 H S
(WBYZ2011-873)

DOI;10. 3760/ cma. j. issn. 1673-4157.2019.05.011

Hepassocin: a novel hepatokine Lyu Xiaorui, Gong Fengying. Department of Endocrinology, Key Labo-
ratory of Endocrinology of National Health Commission, The Translational Medicine Center of PUMCH,
Peking Union Medical College Hospital, Chinese Academy of Medical Sciences & Peking Union Medical
College , Beijing 100730, China
Corresponding author: Gong Fengying, Email .fygong@ sina. com, fygong@ aliyun. com

[ Abstract] Hepassocin ( HPS) is a hepatocyte-specific secreted protein. Studies found that HPS
could promote the proliferation of normal hepatocytes, whereas inhibited the proliferation of liver cancer
cells. It can protect the liver through inhibition of hepatocytes apoptosis in the case of acute liver injury, and
improve oxidative stress induced by hyperglycemia in hepatocytes. The expression and secretion of HPS are
significantly increased in patients with nonalcoholic fatty liver disease (NAFLD) , and it can induce produc-
tion and aggregation of liver fat. In addition, the plasma concentration of HPS is significantly increased in
patients with type 2 diabetes, and it induces insulin resistance of liver and skeletal muscle tissues. These
studies indicate that HPS is not only involved in the proliferation and apoptosis of hepatocytes, but also the
development of NAFLD and diabetes.
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