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[ Abstract ] Chronic thromboembolic pulmonary hypertension ( CTEPH) is a severe form of pulmonary
hypertension (PH ), and is classified as the fourth major category of pulmonary arterial hypertension. CTEPH is
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primarily caused by chronic thrombosis, leading to the obstruction of blood flow in the pulmonary arteries and result

ing in a sustained increase in pulmonary artery pressure. The unclear pathogenesis of CTEPH, however, means that

its early diagnosis is challenging, treatment options are limited, and prognosis assessment is often inaccurate. In-depth

research into these mechanisms will thus improve our understanding of the pathophysiological processes of CTEPH,

and also provide a theoretical basis for developing new therapeutic strategies. This review focuses on the current

method of establishing CTEPH rat models and their advantages and disadvantages, offering researchers a reference for

selecting and constructing CTEPH rat models.
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BRI R ARME T R i i 5% Ao G ol g 0 4t 2
YA ST A,
3.2.4 BHIFH

AT CTEPH & Sw Ll B 5E, — 5%
KW, JAKL/2 $59 RES A 3 7 CTEPH KB,
AU e ) fie 1 A8 PR £ A Ak B il A LAY JF 2N
BTG FLARTT S, JAKL/2 30 0500 38 3 i 2>
Jits i A5 4 R AA e AR DA A R 4 i T CTEPH
MRSk, WAL, 75— Bk oE & 3R, i i 25
I A SR 28 R B ) S R 22 R G, RS W U
TR A A 2 e 0 K v s R BSUASE 2 o g il
MAEREA  ZBREH, A EWE REHE
CTEPH B AL e 4 B SR Y, b 25520
P28 S TC % ) A S A 2 1 ) 3 2 R A Ak 55 it
M B RFERE
3.3 AMEhAKE$LE
3.3.1  FPEAY

et B kS LA CTEPH K UL A i 7
Bz — o %I m Ak G FL R B ZE it 3 Jik , A4
T NZE CTEPH 59 il A4 JE )8 0 i 1 7 50440, fig
3 | S i 20y Jok v R AR 0L A M I 4 o B A A
SR AR BT A Sh e — 4, 2o i 5y ok 285 LA 7Y
W HA HRR E R P0 B 72 il 3 Dk 45 F1 S B
BITE CTEPH AH G Y i 8 s 3828 Ak LA K 245 1 13
T A BB I X B RE A A AL
b P BT 20 K v I 1 4S E A 45 CTEPH. /Y26
PO PRRAE SR, TS B A e L R S
s BRAE AL SRy BRAPE 7 AR — A 2, e
JEEARMTEERIUAZ CTEPH £ # 1 & Z4 ik B
iR [ oA BEAE AP PR s B e vh ) B oA B
TR RS 5 55 T TR 1k R A PR AE . R, 7E T R



| SE G B4R 2025 4F 10 A58 33 3255 10 ] Acta Lab Anim Sci Sin, October 2025, Vol. 33, No. 10

1537

CTEPH MSCAT T, 1 AR A5 SO 4 i MORS ff 1
WFFRER  WIFTE B A A 5 245 5 HAb s Yy Y B
SEETTVE  LATRAN A — B ) SR BR A
3.3.2 BRI

AT CTEPH AR ALHI A BT, — AT 5T
e I A A 2 1 il 5l K v s DA BUASE 2R il 8y Jik -
Vi LSRR ik 7 A Pl (07 38 1 LR R S U
FEHh, 3 i 25 4L R B2 il 3 Bk AU CTEPH. 2 57
TR R USRI B U BRAE il 3l k-
T LML o 7 s 20 Jok 45 FL AR AT LLAE mRNA 2R
FIKSF B S 2 b S8 [ I Ja a2 g Fi 07 388 1 4
F 1 ( canonical transient receptor potential channel
1, TRPC1) A1 i 7Y {5k i [ 52 45 #0738 38 8 1 6
( canonical transient receptor potential channel 6,
TRPC6) HYF 3%, [l if i °T L T i 05 2 5 A 1 55
i ( store-operated Ca®* entry, SOCE) Al i 3% N
SERl Ca® ", Hy T iR I e JRR 37 % A A7 38 2R
( canonical transient receptor potential channel,
TRPC) #) L34, Al fE 2= A #843 fi# #¢ T CTEPH Y
S ML, I n] BE & R R IR YT CTEPH B9 7 1E
AL

4 NEE5RE

AREERTEA MG IR T B AR 3 A AR SR
P T A B R A2 il B0 ik 45 Lk 8 57 K BL CTEPH
RERL Rl A7, (E 3] B R R 1k i JCAT A — Fh 3l
YRR RE % B0 IE S e CTEPH B9 3 A= B ML
R T AESE o — 2D fR Bk, B SE N B AT DL — 2P
AR ZERT R S PR A F 7 i, B an vl LI A
A 0L R T R A 1R UM B A TR TR A L 2
8 [ 5 TR, SR RE LR BR 18 AR ) T e fi
FREE, BB T B R I AR i H B R ORE 3R
52 8T BT S MR MBS CTEPH A9 95 31
R, X R T AT B T BB CTEPH Y
02 295 B BRAIL R, 388 A A K 9 I R I B4t T
TETE B SEIR AR , ez S i if— 25 & g
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