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Salidroside affects proliferation, invasion and apoptosis of cervical squamous cell
carcinoma C33A cells through JAK2/STAT3 pathway

HUANG Jin, LIU Furong, WEN Ting, TANG Qian, XU Xiangmei, LIAO Dazhong (Second Department of Oncology and Hematology,
Hospital of Traditional Chinese Medicine Affiliated to Southwest Medical University, Luzhou 646000, Sichuan, China)

[Abstract] Objective: To investigate the effects of salidroside on the proliferation, invasion and apoptosis of cervical squamous cell
carcinoma C33A cells and explore its possible mechanism. Methods: C33A cells were divided into 4 groups: control group, low-dose
group (salidroside 50 pg/mL), high-dose group (salidroside 150 pg/mL), and AG490 group (inhibitor of JAK2/STAT3 signaling path-
way, 50 pmol/L). Effects of salidroside and AG490 on the proliferation, invasion and apoptosis of C33A cells were detected by MTT
method, EdU labeling experiment, Transwell assay, Rh123 staining and Flow cytometry, respectively. Western blotting was used to de-
tect the effects of salidroside and AG490 on the expressions of JAK2/STAT3 pathway-related proteins (p-JAK2, p-STAT3) and apopto-
sis-related proteins (Bax, Bcl-2, caspase-3) in C33A cells. Result: Compared with the control group, the proliferation and DNA synthe-
sis as well as the invasion of C33A cells in the low-dose group were significantly inhibited (all P<0.05), while the apoptosis was signifi-
cantly enhanced (P<0.05); in the meanwhile, the fluorescence intensity of Rh123 was significantly reduced (all P<0.05) and the mem-
brane structure of C33A cells were destroyed; moreover, the expressions of p-JAK2, p-STAT3 and Bcl-2 were significantly decreased
while the expressions of Bax and caspase-3 were significantly increased (all P<0.05). Compared with the low-dose group, the effects of
high-dose salidroside and AG490 on the proliferation, invasion, apoptosis and related protein expressions in C33A cells were more
significant (all P<0.05), but there was no difference between the high-dose group and the AG490 group. Conclusion: Salidroside can
inhibit the proliferation and invasion of C33A cells and promote cell apoptosis. Its mechanism may be related to inhibition of JAK2/
STAT3 signaling pathway.
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Fig.3 Effects of salidroside and AG490 on the invasion ability of C33A cells (x200)

PI

108

106
10¢

10> 10

102 105 10"  10° 10> 105 107

Amnexin V-FITC

A: Salidroside and AG490 treatment reduced the mitochondrial membrane potential of C33A cells (x400);

B: Treatment with salidroside and AG490 promotes apoptosis of C33A cells
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Fig.4 Effects of salidroside and AG490 on the mitochondrial membrane potential (A) and apoptosis (B) of C33A cells
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