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[ Abstract] A patient with lorlatinib secondary dyslipidemia was given oral resuvastatin
combined with ezetimibe lipid-lowering drug treatment by the hospital outpatient doctor,
and developed liver damage one month after the treatment. Clinical pharmacists evaluated in
detail the treatment plans, changes in blood indicators before and after medication, and blood
lipid control, searched the related literature, and considered that the patient’s liver damage was
related to rosuvastatin. Clinical pharmacists suggested to discontinue rosuvastatin and switch to
PCSK9 inhibitor one month later, and the doctor accepted the suggestion. After discontinuing
medication for one month, the liver enzyme indicators of the patient returned to normal, and
PCSKY inhibitor was applied afterwards. Clinical pharmacists continuously monitored changes
of the patient’s condition, and during a 6-month follow-up period, the blood lipid control met
the standard with good tolerance. In this case, clinical pharmacists carried out medication
analysis and pharmacological care of PCSK?9 inhibitors applied to patients with dyslipidaemia
secondary to loratini, analysed the correlation between PCSK9 and lung cancer through relevant
literature sreening, observed and summarized the efficacy and safety of the drug to provide a

reference for the clinical development of the scheme.
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REVYNGIT IR, IR A s 25 T B 1~3 4
H WD it s 10

PIFEMIE o B, HOE J0 st n] DL s 35 1%
R B L- BEE EE 50%~60%"", 3 H 5T
2 W E BRI O I A5 XU 7 T AR LI R, B
14% (0~1 453897 ) .« 17% (1=2 43697 ) 1 20%
(2~3 43697 ) W AR IE PCSK9 41 il 571 /) 25 3¢
SR P HIF IR IR L A A W T
WAL . ARZRBI, BE R ek B En & Ay T
WP EZ AR, 1A TG, TC. LDL-C ¥
AR N S5 B 2525 14
Je IS U AT BRI 2 A fe s, 55 1A H
TG. TC. LDL-C 43 5 FEA% T 14.93%, 32.67%,
41.03%; 52 A4 BIAR T 26.49%, 53.49%,
59.75%, HARULFE 1, AR Z 5] P Jo st + 1K
P i b Je gk & v g 5 5 g h R
ROR S E M HGE SR, e, I
PRAE I PCSKO # il FRIis,  Hodie B UL AR RS2 g
e WURPIR (272%) . 9@ (12%) . SR
(93%) . kI (92%) . LIFUGERRY (9% ) |
TEEERER (7.5% ) . CTEIE (7% ) SKINZER
B R A S IR w 7KV TIE R FRR (6% ) 193
fir 7201 AR £ R 3 o R 2 B4 i R T
B RIS BT, Rl 6 A~ A RgF R B
AR O A, AT A2 AT

F1 TEIHIFERE 77 Z= 34 B3 M AR /K T B #200

Table 1. Effect of different lipid—lowering regimens on the patients' lipid levels

—— Ji it BT T+ IR 2 A WIE I BT+ IRHT A
F EINH (BRAEIERE %) B FINH (BREAEIREE%) 20 H (B LIRE% )
TG (mmol/L) 4 2.35 (41.25)) 2.68 2.28 (14.93]) 1.97 (26.49])
TC ( mmol/L ) 9.24 6.83 (26.08 | ) 9.03 6.08 (32.67]) 42 (53.49])
HDL-C (mmol/L.) 1.46 1.47 (6.851) 1.4 1.4 (0) 1.43 (2.141)
LDL-C (mmol/L.)  6.45 4.55 (29.46] ) 6.41 3.78 (41.03]) 2.58 (59.75) )

2.4 PCSK9SRhERITHX MR PCSKIHNE
7 Bz A T B8 B 77 3 e & ML
SHIR e T ALK FEHPERY SR /N0
Jifi%% ( non—small cell lung cancer, NSCLC) 4
Liu % P &I, PCSK9 BT 1475 IR K F- 41
5/ BRI 40 A Hh BBk PCSK9 F5E R A 2% i 2 ]
AR . EERFIEA TR — I 45 R s
1L PCSK9 7KV T imi il AEZ BRI NSCLC
M — TS bR ™ i, AR R B A

JH9 EL TE 40T 2 2 19 LDL 324K (low density
lipoprotein receptor, LDLR ) A5 B R [ E R H [29],
LDLR 3 o filh & 2 55 20 it A K A 4k ™ 1 £
W, SR A Y R, B E0RIER

I PRAESE 7%, PCSK9 il 50 23R 97 12 Ji
i) LSS A AR LDL-C /K7, 3% iR IR
RS LT AENR R, Js/ MR BT, 8D B R4
ff B, 25 ) LDLR 2R3k S i A DG, fi
PCSK9 il F7) ™ Al G2 1 e S 2R FH A
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